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PERSONAL RESTRAINT PETITION
Petitioner’s Full Name

If there is not enough room on this form, use the back of these pages or use other paper.. Fill out
all of the form and other papers you are attaching before you sign this form in front of a notary

A. STATUS OF PETITIONER

I C/]fIS‘/O.oAl./‘ Lee Ofsen #(Q?/BVQ /Jla.i/wnﬂ‘am Q')la-)lf’ /Denr/o_n

(Full nanfe and current address)

(313 Nocdh 137% Ave (ol balla, o 7?34,,1 -pB17

Apply for relief from confinement. I am i/ am not

4/a ry

>

now in custody serving a sentence
upon conviction of a crime. (If not serving a sentence upon conviction of a crime) I am now in

custody because of the following type of court order:

(Idventify type of court order)

1. The court in which I was sentenced is: 724“-5 fon a)w,v/q 8\4/» evior COWJ
7

2. 1 was convicted-of the crime of: £ fomus

Mocdor %l

3. Iwas sentenced after (check one) Trial ¥~ Plea of Guilty on O07-23-(8
, Date of Sentence
4. The Judge who imposed sentence was The. Aomarable Christiag Pomgm\,l

5. My lawyer at trial court was R ; ¢ hayoh Alles A/Ooc[(‘(wv 3732 Pacific Ave S.€
Name and Address if known

0///?)/) FAWN ,(A.)a, 9850/
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6. 1did _‘/ didnot ___ appeal from the decision of the trial court. (If the answer is that I did), I
appealed to: (.0 A Division JIL

Name of court or courts to which appeal took place

7. My lawyer for my appeal was: Jod) Buch/und Mcme.L Mmlr\, B Bo 6490 ﬂ/ym,u W.. 98507
Name and address if known or write “none”

The decision of the appellate court was {/  was not published. (If the answer is that it
was published, and I have this information) the decision is published in S+ute, Y. Suk et

156 wn. Ape. 160, P34a3 (20i0)

8. Since my conviction I have have not V" asked a court for some relief from my
sentence other than I have already written above. (If the answer is that I have asked, the court [
asked was //{[ /A . Relief was denied on

Name of court

Date of Decision or, if more than one, all dates)

(If you have answered in question 7 that you did/ﬁ for relief), the name of your lawyer in the
proceedings mentioned in my answer was /Oﬁ

Name and address if known

9. If the answers to the above questions do not really tell about the proceedings and the courts,
judges and attorneys mvolved in your case, tell about it here: /D/éa ce. See M,, Pempranden

M Supgorh of ths FRP  (ollachment™1)
(T’LSK;&AAA bf/ noé‘éd 'H\L/ /Ov*oS-CC/\L{"/Vw cx,%orwem [)M/Id /O,FLW»MM.

hos comfll [Hed Hus miscoduct bhelore and most recently in the
Case of stake V. Herbin (INeshone) Moy 203 CoA PUIT deomw)

B. GROUNDS FOR RELIEF:

(If I claim more than one reason for relief from confinement, I will attach sheets for each reason
separately, in the same way as the first one. The attached sheets should be numbered “First
Ground”, “Second Ground”, “Third Ground”, etc). I claim that I have 6 reason(s) for this
court to grant me relief from the conviction and sentence described in Part A.

Fiosd Ground
(First, Second, etc)

o



1. I'should be given a new trial or released from confinement because (State legal reasons why
you think there was some error made in your case which gives you the right to a new trial or

release from confinement): The !r)ms‘e,c_w\or " W\,q\ Case ( DNovid Harold Pyeuntan

WSBA2 G8W)  Compited M scond ack {-L\‘,Jc d%lpv;v%& Mme. of e
C C‘Q\v\* bo o Cc‘»-((‘. )cr:\ w\ . ( 1+ sbhould be. uked M. Bownton, bnas dsnsts bhis 11 ofben

CaSeg aS paell See Stote, g Dushone Herhin o )
2. The following facts are important when considering my case. (After each fact statement put
the name of the person or persona who know the fact and will support your statement of the fact.
If the fact is already in the record of your case, indicate that also) TL\Q pmgwwlg o= ih Mui

cose did imleck se, am unadmdbed bm‘ok{w\‘) phgj\r(\ of we. allered to

Show Pt woed "guilly’ acrnss my Luce inCronk 00 b Nuey during his closing apguert
i f J | J

See A‘H’mbl" w:u,»‘—su 4@)@
3. The following reported court decisions (indicate citations if possible) in cases similar to mine

show the error I believed happened in my case. (If none are known, state “None Known”.

Th Re Glosmonn , /IS Wa. 2o 69¢ (2012) Seq “éic\t/(/lxrt'wwa‘ #@
‘ ) ‘ﬂ
STATE V. Herbin (peshone)  Court of app2al s M////a..l, 20/3

4. The following statutes and constitutional provisions should be considered by the court. (If
none are now, state, “None Known”) 74e €4k amd /4™ pmend popds +o 4he US.

Consditabion  amd arbidde T ,,5*’“‘{\"\ A of flo {/\/(kSL\;V\rS""MA S‘/‘u’l‘f (mvtfrl‘l.#w“&'\

5. This petition is the best way I know to get the relief [ want, and not other way will work as

well because: ﬁ[v direcd a,,nfnfmis are. exbousted and #hisx /s Atw case Low ast
availabie to'me when =Ciled My Adirecd m,o/o-mf '

C. STATEMENT OF FINANCES:

If you cannot afford to pay the $250 filing fee or cannot afford to pay an attorney to help
you, fill out this form. If you have enough money for these, do not fill this part of the form. If
currently in confinement you will need to attach a copy of your prison finance statement.

1. Tdo l/ do not ask the court to file this without making me pay the $250 filing fee
because [ am so poor and cannot pay the fee.

09
'/_\ . . . . .
2. Thave$_ O In my prison or institution account.

(8]



3. Ido \/ do not ask the court to appoint a lawyer for me because I am so poor and
cannot afford to pay a layer

4. Tam am not v’ employed. My salary or wages amount to $ a month. My
employer is -
. Name and address of employer

5. During the past 12 months I did did not l/\ get any money from a business,
profession or other form of self-employment (If I did, it was

Type of self-employment

And the total income I received was $ Q{;
7/

6. During the past 12 months I:
Did _ Did Not l Receive any rent payments. If so, the total I received was $

Did ___ Did Not _l/Receive any interest. If so, the total I received was $

Did _ Did Not _/Receive any dividends. If so, the total I received was $

Did ___ Did Not ___ Receive any other money. If so the total I received was $

Do Do Not l/ Have any. cash except as said in question 2 of Statement of Finances. If so
the total amount of cash I have is $

Do Do Not Have any savings or checking accounts. If so, the total amount in all
accounts is $

Do DoNot ¥~ Own stocks, bonds or notes. If so, their total value is: $

7. List all real estate and other property or things of value which belong to you or in which you
have an interest. Tell what eat item or property is worth and how much you owe on it. Do not list
household furniture and furnishings and clothing which you or your family need.

Items
175

Value

8. Iam amnot _{”_ married. IfI am married, my wife or husband’s name and address is:




9. All of the persons who need me to support them are listed below:

Name & Address Relationship Age

MIA

7

10. All the bills I owe are listed here:
Name & Address of Creditor Amount

7zhuw*5{ow COW'V%Y A0 Loke Wdﬁi’ Dr S ‘O(\fﬁnp:}\ Gua_ 885072 ‘g/?)/O()Ow\

D. REQUEST FOR RELIEF:
I want this court to:
V" Vacate my conviction and give me a new trial
o}l . . . -
L~ Vacate my conviction and dismiss the criminal charges against me without a new trial

Other:

(Please Specify)

Lh



E. OATH OF PETITIONER

STATE OF WASHINGTON

COUNTY OF (MNoMe. (Walle

After being first duly sworn, on oath, I depose and say: That I am the petitioner, that I
have read the petition, know its contents, and I believe the petition is true.

Wt L

Slgnature

4t
(knﬂop&u— ‘—e.{, OW @3'8?8
Print Name & Number

>‘/L(-i;yof W
\\\\\\\\\\\ ) et i< SN g

Wtary Public in and for the State of Washington

SUBSCRIBED AND SWORN to before me this //

€ of Washin.
WANDA K. HEle\tr\(l)f!\jl 51d1no at u)aﬂ A L) Q,‘@Zuk | LUA— )
MY COMMISSION Expires MY commiission expires /20 / (5

August 20, 2015

If a notary is not available, explain why none is available and indicate who can be contacted to
help you find a Notary:

[ declare that I have examined this petition and to the best of my knowledge and belief it is
true and correct.

DATED This day of ,2

Print Name & Number
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! 02/13/2013 Department of Corrections PAGE: 01

OF 015
¢ MLPERKINS WASHINGTON STATE PENITENTIARY OIRPLRAR |

8

: 102.1.18 -

“RA INSFORMA PAURERI S~A;I'US EPORT :
FORDEFINED PERIOD + 07/31/2012 " O, {01/31/2013

NAME : OLSEN CHRISTOPHER ADMIT DATE ; 07/23/2008

PRRSPROI

DOB : 12/25/1980

ADMIT TIME : 14:00

iM% SAVERAGE " 20%0OF.
SPENDABLE BALANCE .. SPENDABLE_

037 . 0.35 0.07

T AvERAGE]
-~ MONTHLY:RECEIPTS -

1.83 -

* awior
R




02/13/2013 14:02

MLPERKINS

DOC#:

TRUST

0000831898 Name :

LOCATION: E01-202-RB2121

ACCOUNT BALANCES Total:

SUB ACCOUNT

Department of Corrections

WASHINGTON STATE PENITENTIARY

13.73

07/31/2012

START BALANCE

ACCOUNT

OLSEN, CHRISTOPHER L

CURRENT:
02/13/2013

END BALANCE

SPENDABLE BAL

SAVINGS BALANCE

WORK RELEASE SAVINGS
EDUCATION ACCOUNT
MEDICAL ACCOUNT
POSTAGE ACCOUNT

COMM SERV REV FUND ACCOUNT

o MM O O o W o

.07
.23
.00
.00
.00
.60
.00

0.00
13.23

0.00
.00
.00
.50
.00

o O O O

DEBTS AND OBLIGATIONS

STATEMENT

DOB:

13.73

Page 1 Of 4

OTRTASTA
10.2.1.3

12/25/1980

HOLD: 0.00

TYPE PAYABLE INFO NUMBER AMOUNT OWING AMOUNT PAID WRITE OFF AMT.
HYGA  INMATE STORE DEBT 06032004 214.02 84.55 0.00
MEDD  MEDICAL COPAY DEBT 07302009 13.00 0.00 0.00
COSXD  COST OF SUPERVISION DEBT 10012011 590.47 0.00 0.00
TVD TV CABLE FEE DEBT 06102006 2.50 0.00 0.00
HYGA  INMATE STORE DEBT 03212006 2.23 0.00 0.00
co1 COST OF INCARCERATION 05212004 UNLIMITED 0.68 0.00
cve CRIME VICTIM COMPENSATION 05212004 UNLIMITED 25.93 0.00
HYGA  INMATE STORE DEBT 04172006 84.86 18.49 0.00
TVD TV CABLE FEE DEBT 08142004 0.00 1.48 0.00
MISCD MISCELLANEOUS DEBT 09142004 26.82 0.00 0.00
LFO LEGAL FINANCIAL 20040728 UNLIMITED 133.97 0.00
OBLIGATIONS 3 .
WRBD  WR ROOM AND BOARD DEBT 08232006 93.10 321.11 0.00
644D  CSRF LOAN DEBT HQ CK#2671 0.00 200.00 0.00
SPHD  STORES PERSONAL HYGIENE 10012008 72.44 0.00 0.00
DEBT
COPD  COPY COSTS DEBT 01172013 11.00 0.00 0.00
MEDD  MEDICAL COPAY DEBT 07052006 2.90 0.00 0.00
COSFD COS - FELONY DEBT (206) 06262010 0.00 0.00 0.00
HYGA  INMATE STORE DEBT 09292008 1197.15 18.56 0.00
POSD  POSTAGE DEBT 03012006 9.60 6.00 0.00
DCS CHILD SUPPORT PAYMENTS 004742033 UNLIMITED 47.70 0.00
TVD TV CABLE FEE DEBT 10112008 20.36 0.00 0.00
TVD TV CABLE FEE DEBT 03112006 0.50 0.00 0.00
POSD  POSTAGE DEBT 10012008 203.22 0.00 0.00
EL ESCORTED LEAVE 09-2011 UNLIMITED 0.00 0.00
MEDD  MEDICAL COPAY DEBT 07082004 3.00 9.00 0.00
COSFD  COS - FELONY DEBT (206) 05212004 0.00 1800.20 0.00
LMD LEGAL MAIL DEBT 03022006 1.26 0.00 0.00
LMD LEGAL MAIL DEBT 01302013 1.32 0.00 0.00
DEND  DENTAL COPAY DEBT 12222008 12.78 0.00 0.00



. 02/13/2013 14:02

Department of Corrections

STATEMENT

MLPERKINS WASHINGTON STATE PENITENTIARY
TRUST ACCOUNT
DOC# : 0000831898 Name: OLSEN, CHRISTOPHER L

LOCATION: E01-202-RB2121

TYPE PAYABLE

DEBTS AND OBLIGATIONS

INFO NUMBER

AMOUNT OWING

DOB:

Page 2 Of 4
OTRTASTA
10.2.1.3

12/25/1980

AMOUNT PAID WRITE OFF AMT.

TVRTD TV RENTAL FEE DEBT

CvCs CRIME VICTIM
COMPENSATION/07112000

POSD POSTAGE DEBT

UPSD PERSONAL PROPERTY POSTAGE

DEBT

COIs COST OF INCARCERATION

/07112000

02172006

05212004

03142006

06082004

05212004

TRANSACTION DESCRIPTIONS --

3.77

UNLIMITED

4.53

7.84

UNLIMITED

0.

11.

35.

00

34

.00

.00

SPENDABLE BAL SUB-ACCOUNT

DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
07/31/2012 HYGA INMATE STORE DEBT (AUTO) 7.06 7.13
07/31/2012 CRS CRS SAL ORD #6918256EAST { 7.06) 0.07
08/08/2012 DEND DENTAL COPAY DEBT 4.00 4.07
08/08/2012 DEN I05 - DENTAL COPAY ( 4.00) 0.07
08/11/2012 TVD TV CABLE FEE DEBT 0.50 0.57
08/11/2012 vV I05 - TV CABLE FEE ( 0.50) 0.07
08/14/2012 HYGA INMATE STORE DEBT (AUTO) 58.03 58.10
08/14/2012 CRS CRS SAL ORD #6933953EAST { 58.03) 0.07
08/14/2012 EVTRN EVTRN- 4 TH OF JULY WINNER BAR 1.00 1.07
UNITS
08/17/2012 POSD POSTAGE DEBT 0.90 1.97
08/17/2012 " POS POSTAGE-INDIGENT 08/17/2012 ( 0.90) 1.07
08/27/2012 HYGA INMATE STORE DEBT (AUTO) 10.20 11.27
08/27/2012 CRS CRS SAL ORD #6951422EAST ( 11.26) 0.01
08/27/2012 POSD POSTAGE DEBT 1.10 1.11
08/27/2012 POS POSTAGE-INDIGENT 08/27/2012 ( 1.10) 0.01
09/05/2012 POSD POSTAGE DEBT 0.20 0.21
09/05/2012 POS POSTAGE-INDIGENT 09/04/2012 ( 0.20) 0.01
09/08/2012 TVD TV CABLE FEE DEBT 0.50 0.51
09/08/2012 Y I05 - TV CABLE FEE ( 0.50) 0.01
09/10/2012 HYGA INMATE STORE DEBT (AUTO) 42.19 42.20
09/10/2012 CRS CRS SAL ORD #6965737EAST ( 42.19) 0.01
-09/10/2012 MEDD MEDICAL COPAY DEBT 4.00 4.01
09/10/2012 MED I05 - MEDICAL COPAY ( 4.00) 0.01
09/24/2012 HYGA INMATE STORE DEBT (AUTO) 26.43 26.44
09/24/2012 CRS CRS SAL ORD #6983506EAST ( 26.43) 0.01
09/27/2012 POSD POSTAéE DEBT 0.20 0.21
09/27/2012 POS POSTAGE-Indigent 9/27/2012 { 0.20) 0.01
10/05/2012 POSD POSTAGE DEBT » 0.20 0.21
10/05/2012 POS POSTAGE-INDIGENT 10/05/2012 ( 0.20) 0.01
10/09/2012 HYGA INMATE STORE DEBT (AUTO) 43.51 43.52
10/09/2012 CRS CRS SAL ORD #7001470EAST ( 43.51) 0.01
10/13/2012 TVD TV CABLE FEE DEBT 0.50 0.51
10/13/2012 vV 105 - TV CABLE FEE ( 0.50) 0.01
10/17/2012 OTH OTHER DEPOSITS-D. OLSEN 10.00 10.01
10/17/2012 DED Deductions-LF0-20040728 D D ( 0.01) 10.00

.00

.00

.00

.00

.00



02/13/2013 14:02

MLPERKINS

DOC# :

LOCATION:

0000831898 Name: OLSEN, CHRISTOPHER L

Department of Corrections

WASHINGTON STATE PENITENTIARY
STATEMENT

TRUST ACCOUNT

E01-202-RB2121

DOB:

Page 3 Of 4
OTRTASTA
10.2.1.3

12/25/1980

DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
10/22/2012 CRS CRS SAL ORD #7018815EAST ( 10.00) 0.00
10/29/2012 HYGA INMATE STORE DEBT (AUTO) 33.17 33.17
10/29/2012 CRS CRS SAL ORD #7027223EAST ( 33.17) 0.00
11/10/2012 TVD TV CABLE FEE DEBT 0.50 0.50
11/10/2012 vV I05 - TV CABLE FEE ( 0.50) 0.00
11/13/2012 HYGA INMATE STORE DEBT (AUTO) 48.08 48.08
11/13/2012 CRS CRS SAL ORD #7043864EAST ( 48.08) 0.00
11/26/2012 HYGA INMATE STORE DEBT (AUTO) 34.23 34.23
11/26/2012 CRS CRS SAL ORD #7057698EAST ( 34.23) 0.00
12/03/2012 POSD POSTAGE DEBT 0.20 0.20
12/03/2012 POS POSTAGE—INDIGENT 12/3/2012 ( 0.20) 0.00
12/08/2012 TVD TV CABLE FEE DEBT 0.50 0.50
12/08/2012 v I05 - TV CABLE FEE ( 0.50) 0.00
12/11/2012 HYGA INMATE STORE DEBT (AUTO) 44.52 44.52
12/11/2012 CRS CRS SAL ORD #7075342EAST ( 44.52) 0.00
12/12/2012 POSD POSTAGE DEBT 0.90 0.90
12/12/2012 POS POSTAGE-INDIGENT 12/11/2012 ( 0.90} 0.00
12/13/2012 POSD POSTAGE DEBT 0.90 0.90
12/13/2012 POS POSTAGE-INDIGENT 12/13/12 { 0.90) 0.00
12/20/2012 POSD POSTAGE DEBT 0.65 0.65
12/20/2012 POS POSTAGE-INDIGENT 12/19/2012 { 0.65) 0.00
12/24/2012 POSD POSTAGE DEBT 0.90 0.90
12/24/2012 POS POSTAGE-INDIGENT 12/24/2012 ( 0.90) 0.00
12/26/2012 HYGA INMATE STORE DEBT (AUTO) 28.44 28.44
12/26/2012 CRS CRS SAL ORD #7092982EAST ( 28.44) 0.00
12/31/2012 POSD POSTAGE DEBT 0.45 0.45
12/31/2012 POS POSTAGE-INDIGENT 12/31/2012 { 0.45) 0.00
01/03/2013 POSD POSTAGE DEBT 0.45 0.45
01/03/2013 POS POSTAGE- INDIGENT 1/2/2013 ( 0.45) 0.00
01/04/2013 POSD POSTAGE DEBT 0.90 0.390
01/04/2013 POS POSTAGE~INDIGENT 1/3/2013 { 0.90) 0.00
01/07/2013 HYGA INMATE STORE DEBT (AUTO) 48.31 48.31
01/07/2013 CRS CRS SAL ORD #7105414EAST ( 48.31) 0.00
01/12/2013 TVD TV CABLE FEE DEBT 0.50 0.50
01/12/2013 v I05 - TV CABLE FEE ( 0.50} 0.00
01/17/2013 COPD COPIES DEBT 4.00 4.00
01/17/2013 COoP COPIES-LEGAL ( 4.00) 0.00
01/24/2013 POSD POSTAGE DEBT 0.60 0.60
01/24/2013 POS POSTAGE-INDIGENT 1/23/2013 ( 0.60) 0.00
01/24/2013 POSD POSTAGE DEBT 0.45 0.45
01/24/2013 POS POSTAGE-INDIGENT 01/24/2013 ( 0.45) 0.00
01/25/2013 COPD COPIES DEBT 7.00 7.00
01/25/2013 COoP COPIES-legal ( 7.00) 0.00
01/30/2013 LMD LEGAL MAIL DEBT 1.32 1.32
01/30/2013 LM LEGAL MAIL { 1.32) 0.00
02/04/2013 HYGA INMATE STORE DEBT (AUTO) 57.06 57.06
02/04/2013 CRS CRS SAL ORD #7138S32EAST ( 57.06) 0.00
02/05/2013 POSD POSTAGE DEBT 0.46 0.46



02/13/2013 14:02

Department of Corrections Page 4 Of 4
MLPERKINS WASHINGTON STATE PENITENTIARY OTRTASTA
TRUST ACCOUNT STATEMENT 10.2.1.3
DOC# : 0000831858 Name: OLSEN, CHRISTOPHER L DOB: 12/25/1980
LOCATION: E01-202-RB2121
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
02/05/2013 POS POSTAGE-INDIGENT 2/4/2013 ( 0.46) 0.00
02/06/2013 POSD POSTAGE DEBT 0.46 0.46
02/06/2013 POS POSTAGE- INDIGENT 2/6/2013 ( 0.46) 0.00
02/07/2013 POSD POSTAGE DEBT 0.46 0.46
02/07/2013 POS POSTAGE-INDIGENT 2/7/2013 { 0.46) 0.00
02/09/2013 TVD TV CABLE FEE DEBT 0.50 0.50
02/09/2013 TV 105 - TV CABLE FEE { 0.50) 0.00
02/11/2013 POSD POSTAGE DEBT 0.46 0.46
02/11/2013 POS POSTAGE- INDIGENT 2/8/2013 { 0.46) 0.00
02/12/2013 - POSD POSTAGE DEBT 0.92 0.92
02/12/2013 POS POSTAGE-INDIGENT 2/11/2013 ( 0.52) 0.00
02/13/2013 POSD POSTAGE DEBT 0.46 0.46
02/13/2013 POS POSTAGE-INDIGENT 2/12/2013 { 0.46) 0.00
TRANSACTION DESCRIPTIONS -- SAVINGS BALANCE SUB-ACCOUNT
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
TRANSACTION DESCRIPTIONS -- WORK RELEASE  SUB-ACCOUNT
SAVINGS
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
TRANSACTION DESCRIPTIONS -- EDUCATION ACCOUNT SUB-ACCOUNT
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
TRANSACTION DESCRIPTIONS -- MEDICAL ACCOUNT SUB-ACCOUNT
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
TRANSACTION DESCRIPTIONS -- DOSTAGE ACCOUNT SUB-ACCOUNT
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
09/17/2012 LMPOST LEGAL MAIL - POSTAGE SUBACCOUNT ( 0.45) 2.15
10/29/2012 SPOST  POSTAGE SUBACCOUNT WITHDRAWAL ( 0.20) 1.95
11/05/2012 SPOST  POSTAGE SUBACCOUNT WITHDRAWAL { 0.45) 1.50
11/13/2012 SPOST  POSTAGE SUBACCOUNT WITHDRAWAL { 0.20) 1.30
11/15/2012 SPOST  POSTAGE SUBACCOUNT WITHDRAWAL { 0.20) 1.10
12/03/2012 SPOST  POSTAGE SUBACCOUNT WITHDRAWAL ( 0.20) 0.90
01/14/2013 LMPOST LEGAL MAIL - POSTAGE SUBACCOUNT { 0.20) 0.70
01/31/2013 LMPOST LEGAL MAIL - POSTAGE SUBACCOUNT { 0.20) 0.50
TRANSACTION DESCRIPTIONS -- COMM SERV REV  SUB-ACCOUNT
FUND ACCOUNT ’
DATE TYPE TRANSACTION DESCRIPTION TRANSACTION AMT BALANCE
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IN THE SUPREME COURT OF THE STATE OF WASHINGTON

In the Matter of the Personal Restraint of No. 84475-5

EDWARD MICHAEL GLASMANN, En Banc

Petitioner. Filed October 18, 2012

9/t MADSEN, C.J.—Edward M. Glasmann was convicted of second degree assault,
attemptgd second degree robbery, first degree kidnapping, and obstruction arising from
incidents that occurred while he was intoxicated. During closing argument, the
prosecuting attorney made an electronic presentation to the jury that graphically
displayed his personal opinion that Glasmann was “guilty, guilty, guilty” of the crimes
charged by the State. The prosecutor’s misconduct was flagrant, ill intentioned, and we
) carmbt conclude with any conﬁdencé that it did not to have an effect on the outcome of
the trial. We reverse the defendant’s convictions and remand for a new trial.
FACTS AND PROCEDURAL HISTORY
@ ) In celebration of his October 2004 birthday, Edward Glasmann and his fiancée,

Angel Benson, rented a motel room in Lakewood, Washington. Over the course of the
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evening, the two ingested methamphetamine, ecstasy. and alcohol. Glasmann and
Benson had been arguing throughout that day and evening and around midnight, their
argument escalated. Glasmann started punching and kicking Benson. He told Benson he
wanted to go for a ride and then dragged her out of the motel room. Outside the motel
room, another mote] guest witnessed Glasmann punch and kick Benson before dragging
her to the passenger side of his Corvette. This witness called 911 and provided an

account of the events.

{J 3 From the driver’s seat, Glasmann reached over to open the passenger door and
attempted to pull Benson into the car by her hair. Benson testified that she was partially
in the car and stumbled when Glasmann ran the car up her leg, backed off of her leg,
pulled her into the car, and drove out of the parking lot. Benson was then able to get the
car into park. She next grabbed the car keys and ran into a minimart adjacent to the

motel.

4 Y Inside the minimart, she hid on the floor behind the cashier’s counter. Police soon
arrived and attempted without success to appreheﬁd Glasmann. Shouting at the officers
to shoot him and claiming to posséss a firearm, Glasmann ran into the convenience store.
He ran behind the counter, held Benson in a choke hold, and threatened to kill her. As
officers approached, Glasmann held Benson between himself and the officers. Benson

was able to wiggle free enough to allow an officer to use a stun gun on Glasmann.

9% The officers subdued and arrested Glasmann. In the process, Glasmann was held

[\
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down by one officer while another officer stomped on his head approximately five times.
Glasmann continued to struggle as he was dragged out of the minimart. His booking
photograph shows extensive facial bruising. The incident inside the minimart was

recorded on the store’s security camera.

<j1(J The State charged Glasmann with first degree assault, attempted first degree
robbery, first degree kidnapping, and obstruction. Exhibits admitted into evidence
included the minimart security video, photographs of Benson’s injuries, the 911
recording, recordings of telephone calls between Glaémann and Benson, and Glasmann’s
booking photo. The defense offered Glasmann’s booking photo to display Glasmann’s

facial injuries sustained during arrest.

gl 7/ At trial, Glasmann did not deny culpability. Rather, he disputed the degree of the
crimes charged. He argued the jury should convict only on Jesser included offenses. The

prosecution sought to establish that Glasmann acted with intent, a necessary element of

all the crimes charged.

1 @ In closing argument, the State used an extensive PowerPoint’ presentation that ¥ /01
included numerous slides incorporating the security camera video, audio recordings,
photographs of Benson’s injuries, and Glasmann’s booking photograph. Each of the

slides containing a video shot or photograph included a caption consisting of testimony,

L“powerPoint” is a registered trademark of a Microsoft eraphics presentation software program.
g grap p prog

3
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recorded statements, or the prosecutor’s commentary.’

1\ One slide showed Glasmann crouched behind the minimart counter with a choke
hold on Benson and a caption reading, “YOU JUST BROKE OUR LOVE.” State’s
Resp. to Pers. Restraint Pet. (PRP), App. G at 1. Another slide featuring a photograph of
Benson’s back injuries appeared with the captions, “What was»happening right before
d'efendant drove over Angel ...,” and “. . . you were beating the crap out of me!” Jd. at

2. This slide also featured accompanying audio.

/77 / U In addition, the prosecutor argued that jurors should not believe Glasmann’s

testimony. He told the jurors that the law required them to “[c]Jompare Angel Benson’s
testimony and the testimony of the remainder of the State’s witnesses to the defendant’s.”
8 Verbatim Report of Proceedings (VRP) at 458. The prosecutor then told jurors that in

order to reach a verdict they must determine: “Did the defendant tell the truth when he

testified?” /Id.

/’;L || Atleast five slides featured Glasmann’s booking photograph and a caption. In one
slide, the booking photo appeared above the caption, “DO YOU BELIEVE HIM?”

State’s Resp. to PRP, App. G at 5. In another booking photo slide the caption read,

* Having been obtained by public disclosure request, most of the prosecution’s closing argument
PowerPoint slides are attached to State’s Response to Personal Restraint Petition, Appendix G
(Wash. Ct. App. No. 39700-5-11). Although appendix G includes two versions of the
presentation, we cite only to the shorter version, appearing second in the appendix. Three of the
closing argument slides are attached to the Personal Restraint Petition, Appendix H at 8-10.
None of the original slides are in the record.
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“WHY SHOULD YOU BELIEVE ANYTHING HE SAYS ABOUT THE ASSAULT?”
Id. Near the end of the presentation, the booking phofo appeared three more times: first
with the word “GUILTY” superimposed diagonally in red letters across Glasmann’s
battered face. PRP, App. H at 8. In the second slide the word “GUILTY™ was
superimposed in red lgtters again in the opposite direction, forming an “X” shape across
Glasmann’s face. Id. at 9. In the third slide, the word “GUILTY,” again in red letters,
was superimposed horizontally over the previously superimposed words. Id. at 10. As

best as we can determine, the prosecutor stated the following while the “GUILTY™ slides

were being displayed:

You’ve been provided with a number of lesser crimes if you believe
the defendant is not guilty of the crimes for which the State has charged
him, but the evidence in this case proves overwhelmingly that he is guilty as
charged, and that’s what the State asks you to return in this case: Guilty of
assault in the first degree; guilty of attempted robbery in the first degree;
guilty of kidnapping in the first degree; and guilty of obstructing a police
officer. Hold him accountable for what he did on October 23rd, 2004, by
finding him guilty as charged. Thank you.

8 VRP at 465-66. Defense counsel did not object to these slides.

Gl I In closing argument, defense counsel emphasized the governing standard, proof
beyond a reasonable doubt. He asked the jurors to focus on the actual charges, not
Glasmann’s drug use, reckless driving, or “hitting Angel Benson in the mote] room.” /d.
at 470. Counsel reviewed the elements of each charge and argued that Glasmann’s

conduct did not meet the definition of the charged crimes:
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The issue for you to decide is[,] is there proof beyond a reasonable doubt
that Mike Glasmann committed any crimes that night. and the answer to
that is yes, but this case is overcharged.

What do I mean by that? | mean that the charges that the State has
leveled against Mr. Glasmann are not reflective of what, in reality, A7
happened that night or reflective of what has been proven beyond a
reasonable doubt happened that night. He’s charged with Assault 1 when
only assault in the third degree or assault in the fourth degree reasonably fit
these facts, arguably, beyond a reasonable doubt. He’s charged with
attempted robbery in the first degree when only attempted robbery in the
second degree fits these facts beyond a reasonable doubt. He’s charged
with kidnapping in the first degree when only unlawful imprisonment fits
these facts beyond a reasonable doubt. Obstructing a law enforcement
officer is, I said, a proper charge.

Id. at 494,

SRE The jury convicted Glasmann of first degree kidnapping and obstruction, and the
lesser included offenses of second degree assault and attempted second degree robbery.
Glasmanﬁ appealed. He was sentenced to 210 months in prison. The Court of Appeals
affirmed in an unpublished decision. State v. Glasmann, noted at 142 Wn. App. 1041,
2008 WL 186783. Thereafter, Glasmann filed a personal restraint .petition and we
granted review limited to whether the prosecutor’s closing argument deprived Glasmann
of a fair trial and whether assistance of Glasmann’s trial chnsel was ineffective.® In re
Pers. Restraint of Glasmann, 170 Wn.2d 1009, 245 P.3d 226 (2010).

ANALYSIS

3 We need not reach the ineffective assistance of trial counsel claim because we remand for a new
trial based .on the prosecutorial misconduct claim.

6
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-

1,7V 9LY The right to a fair trial is a Tundamental liberty secured by the Sixth and
Fourteenth Amendments to the United States Constitution and article I, section 22 of the
Washington State Constitution. Estelle v. Williams, 425 U.S. 501, 503, 96 S. Ct. 1691,
48 L. Ed. 2d 126 (1976); State v. Finch, 137 Wn.2d 792, 843, 975 P.2d 267 (1999).
Prosecutorial misconduct may deprive a defendant of his constitutional right to a fair trial.
State v. Davenport, 100 Wn.2d 757, 762, 675 P.2d 1213 (1984). “A *“[f]air trial”
certainly implies a trial in which the attorney representing the state does not tﬁrow the
prestige of his public office . . . and the expression of his own belief of guilt into the

" scales against the accused.”” State v. Monday, 171 Wn.2d 667, 677, 257 P.3d 551 (2011)
(alteration in original) (quoting State v. Case, 49 Wn.2d 66, 71, 298 P.2d 500 (1956); see
State v. Reed, 102 Wn.2d 140, 145-47, 684 P.2d 699 (1984)).

{ %77 G115 Although a prosecutor has wide latitude to argue reasonable inferences from the
evidence, State v. Thorgerson, 172 Wn.2d 438, 448, 258 P.3d (2011), a prosecutor must
“see‘l.<‘-0(l)nAv-ic‘:tions based only on probative evidence and spund reason,” State v.
Casteneda-Perez, 61 Wn. App. 354, 363, 810 P.2d 74 (1991); State v. Huson, 73 Wn.2d
660, 663, 440 P.2d 192 (1968). “The prosecutor should not use arguments calculated to
inflame the passions or prejudices of the jury.” American Bar Association, Standards for
Criminal Justice std. 3-5.8(c) (2d ed. 1980); State v. Brett, 126 Wn.2d 136, 179, 892 P.2d
29 (1995); State v. Belgarde, 110 Wn.2d ‘504, 755P.2d 174 (1988).

GC In order to prevail on a claim-of prosecutorial miscondﬁct, a defendant is required

to show that in the context of the record and all of the circumstances of the trial, the
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prosecutor’s conduct was both improper and prejudicial. Thorgerson, 172 Wn.2d at 442.
To show prejudice requires that the defendant show a substantial likelihood that the
misconduct affected the jury verdict. Id.; State v. Ish, 170 Wn.2d 189, 195, 241 P.3d 389
(2010); State v. Dhaliwal, 150 Wn.2d 559, 578, 79 P.3d 432 (2003). Because Mr.
Glasmann failed to object at trial, the errors he complains of are waived unless he
establishes that the misconduct was so flagrant and ill intentioned that an instruction
would not have cured the prejudice. Thorgerson, 172 Wn.2d at 443; State v. Russell, 125
Wn.2d 24, 86, 882 P.2d 747 (1994).

[& )C\] 417 Our courts have repeatedly and unequivocally denounced the type of conduct that
occurred in this case. First, we have held that it is error to submit evidence to the jury
that has not been admitted at trial. State v. Pete, 152 Wn.2d 546, 553-35, 98 P.2d 803
(2004). The “long-standing rule” is that “‘consideration of any material by a jury not
properly admitted as evidence vitiates a verdict when there is a reasonable ground to
believe that the defendant may have been prejudiced.”” Id. at 555 n.4 (quotihg State v.
Rinkes, 70 Wn.2d 854, 862, 425 P.2d 658 (1967) (emphasis omitted)); see also, e.g.,
State v. Boggs, 33 Wn.2d 921, 207 P.2d 743 (1949), overruled on other grounds by State
v. Parr, 93 Wn.2d 95, 606 P.2d 263 (1980).

Cﬂ\ \@  In Rinkes, 70 Wn.2d at 855, for example, a newspaper editorial and cartoon highly
critical of what it claimed was lenient court decisions and liberal probation policies was
inadvertently sent to the jury room. The court stated that the material in the newspaper

should not have gone to the jury and observed that the article was “clearly intended to
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influence the readers of it [(the newspaper)] to be concerned about the purported
leniency” of area judges and “may well have evoked a jury members feelings or
convictions of the necessity for being stricter and less careful about observing legal
principles and procedure in dealing with defendants accused of crime.” Id. at 862-63.
The court said the material was “very likely indeed” to be prejudicial and assumed that
“the requisite balance of impartiality was upset.” Id. at 863.

L 3 Here, the prosecutor intentionally presented the jury with copies of Glasmann’s
booking photograph altered by the addition of phrases calculated to inﬂuence the jury’s
assessment of Glasmann’s guilt and veracity. In the photograph, Glasmann is unkempt
and bloody, a condition likely to have resulted in even greater impact because of captions

| that challenged the jury to question the truthfulness of. his testimony. While the State

argues that it merely combined the booking photograph, admitted as exhibit 89, with the

court’s instructions and argument of the law and facts, the prosecutor’s conduct went well

!
~{
o>
G

beyond this. Indeed, here the prosecutor’s modification of photographs by adding F
captions was the equivalent of unadmitted evidence. There certainly was no photograph

in evidence that asked “DO YOU BELIEVE HIM?” See State’s Resp. to PRP, App. G at

5. There was nothing that said, “WHY SHOULD YOU BELIEVE ANYTHING HE

SAYS ABOUT THE ASS{&ULT?” See id. And there were no sequence of_photographs

in evidence with “GUILTY” on the {ace or “GUILTY, GUILTY, GUILTY.” See id. Yet
this “evidence” was made a part of the trial by the prosecutor during closing argument.

C{ 40 Although this 1s not a case where unadmitted evidence was sent to the jury room,
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as in Pefe and Rinkes, these cases nevertheless establish that a prosecutor must be held to
know that it is improper to present evidence that has been deliberately altered in order to
influence the jury’s deliberations. As in Rinkes, the multiple altered photographs here
may well have affected the jurors’ feelings about the need to strictly observe Jegal
principles and the care it must take in determining Glasmann’s guilt.

(H 21 Ttis also well established that a prosecutor cannot use his or her position of power
and prestige to sway the jury and may not express an individual opinion of the
defendant’s guilt, independent of the evidence actually in the case. The commentary on
American Bar Association Standards for Criminal Justice std. 3-5.8 emphasizes:

The prosecutor’s argument is likely to have significant persuasive
force with the jury. Accordingly, the scope of argument must be consistent
with the evidence and marked by the fairness that should characterize all of
the prosecutor’s conduct. Prosecutorial conduct in argument is a matter of
special concern because of the possibility that the jury will give special
weight to the prosecutor’s arguments, not only because of the prestige
associated with the prosecutor’s office but also because of the fact-finding
facilities presumably available to the office.

G2, Likewise, many cases warn of the need for a prosecutor to avoid expressing a
personal opinion of guilt. E.g., State v. McKenzie, 157 Wn.2d 44, 53, 134 P.3d 221 ;77
(2006) (finding it improper for a prosecuting attorney to express his individual opinion
that the accused is guilty, independent of the testimony in the case (citing State v.
Armstrong, 37 Wash. 51, 79 P. 490 (1905))); Dhaliwal, 150 Wn.2d at 577 (permitting

latitude to attorneys to argue the facts in evidence and reasonable inferences therefrom,

but prohibiting statements of personal belief of a defendant’s guilt or innocence); State v.

10
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Stith, 71 Wn. App. 14, 21-22, 856 P.2d 415 (1993) (deeming a prosecutor’s comment in
closing argument that the appellant “was jusl" coming back and he was dealing [drugs]
again” impermissible opinion “testimony”); State v. Traweek, 43 Wn. App. 99, 107, 715
P.2d 1148 (1986) (concluding it was error for a prosecutor to tell the jury he “knew” thé
defendant committed the crime). By expressing his personal opinion of Glasmann’s guilt
through both his slide show and his closing arguments, the prosecutor engaged in
‘misconduct. |

7/93 The case law and professional standards described above were available to the
prosecutor and clearly warned against the conduct here. We hold that the prosecutor’s
misconduct, which permeated the state’s closing argument, was flagrant and ill
intentioned.

] L4 Moreover, the misconduct here was so pervasive thét it could not have been cured
by an instruction. “[T]he cumulative effect of repetiti\}e prejudicial proseéutorial
misconduct may be so flagrant that no instructién ‘or series of instructions ;:an erase their
combined prejudicial effect.” State v. Walker, 164 Wn. App. 724, 737, 265 P.3d 191
(2011) (citing Case, 49 Wn.2d at 73). |

/ﬂ A5 Highly prejudicial images may sway ajury in ways that words cannot. See State v.

Gregory, 158 Wn.2d 759, 866-67, 147 P.3d 1201 (2006). Such imagery, then, may be

very difficult to overcome with an instruction. /d. Prejudicial imagery may become all

the more probllematic \When displayed in the closing arguments of a trial, when the jury

" members may be particularly aware of, and susceptible to, the arguments being presented.

11
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Given the multiple ways in which the prosecutor attempted to improperly sway the jury
and the powerful visual medium he employed, no instruction could erase the cumulative
effect of the misconduct in this case. The prosecutor essentially produced a media event
with the deliberate goal of influencing the jury to return guilty verdicts on the counts
against Glasmann.

o We also believe there is a substantial likelihood that the misconduct affected the
jury verdict. As noted earlier, the State charged Glasmann with first degree assault,
attempted first degree robbery, first degree kidnapping, and obstruction. The mental state
required for the charged offenses, specifically intent, was critically important. Glasmann
presented evidence that he lacked both the opportunity and capacity to form the intent
necessary to commit the charged crimes. There was evidence that he consumed alcohol,
methamphetamine, and ecstasy the night of the offenses and evidence that the events
involving Glasmann, Benson, and law enforcement unfolded rapidly. Glasmann
defended on the basis that the facts only SuppOI;ted a guilty verdict as to third or fourth
degree assault, attempted robbery in the second degree, unlawful imprisonment, and
obstruction. The jury convided Glasmann of éecond degree assault, attempted second
degree robbery, first degree kidnapping, and obstruction.
[\l\“j A prosecutor could never shout in closing argument that “Glasmann is guiity,
guilty, guilty!n” and it would be highly prejudicial to do so. Doing this visually through
use of slides showing Glasmann’s battered face and superimposing red capital letters

(red, the color of blood and the color used to denote losses) is even more prejudicial. See
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Gregory, 158 Wn.2d at 866-67. “[V]isual arguments manipulate audiences by harnessing
rapid unconscious or emotional reasoning processes and by exploiting the fact that we do
not generally question the rapid conclusions we reach based on visually presented

information.” Lucille A. Jewel, Through a Glass Darkly: Using Brain and Visual .

Rhetoric to Gain a Professional Perspective on Visual Advocacy, 19 S. Cal. Interdisc. P

L.J. 237,289 (2010). Further,
[wlith visual information, people believe what they see and willnot step
back and critically examine the conclusions they reach, unless they are
explicitly motivated to do so. Thus, the.alacrity by which:we process:and

make decisions based on visual information conflicts with a bedrock
principle of our legal system-—that reasoned deliberation is necessary for a

“fair justice system.
Id. at 293 (footnote omitted) (citing William J. Bowers, Benjamiﬁ D. Steiner & Marla
Sandys, Death Sentencing in Black and White: Avn Empirical Analysis of the Role of
Jurors’ Race and Jury Racial Composition, 3 U. Pa. J. Const. L. 171, 261 (2001) (citing
Jeffrey Ambramson, We, The Jury: The Jury System and the Ideal of Democracy (1994)
(generally discussing the basic democratic principle for jury trials is that deliberations
should be a rational and reasoned process))).

I .5 During the critical closing moments of trial, one of the last things the jury saw
before it began its deliberations was the representative of the Stéte of Washington
impermissibly flashing the word “GUILTY™ across an'image of Glasmann’s face fhree
times, predisposing the jury to return a harsh verdict. Indeed, the entire SO-plus.slide

presentation used during closing argument was full of imagery that likely inflamed the

13
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jury.* The prosecutor’s improper visual “shouts” of GUILTY urged the jury to find
Glasmann guilty as charged, and without them, the jury might have returned verdicts on
the offenses Glasmann agreed he had committed.” Because Glasmann defended by
asserting he was guilty only of lesser offenses, and nuanced distinctions often separate
degrees of a crime, there is an especially se%ious danger that the nature and scope of the
misconduct here may have affected the jury.

Va4 When viewed as a whole, the prosecutdr’s repeated assertions of the defendant’s
guilt, improperly modified exhibits, and statement that jurors could acquit Glasmann only
if they believed him represent thé. type of pronounced and persistent misconduct that
cumulatively causes prejudice demanding that a defendant be granted a new trial. See
Berger, 295 U.S. at 89; Thomas v. Hubbard, 273 F.3d 1164, 1179-80 (9th Cir. 2001),
overruled on other grounds by Payton v. Woodjford, 299 F.3d 815 (2002); United States

v. Frederick, 78 F.3d 1370, 1381 (9th Cir. 1996); see also Matlock v. Rose, 731 F.2d

* “Sometimes, we are unable to rationally consider how images affect our emotions or our
decision-making process. As we are processing an image in our pre-conscious sensory system,
that image can activate an emotional reaction in our mind without us even knowing about it.”
Jewel, supra, 19 S. Cal. Interdisc. L.J. at 263 (citing Ann Marie Seward Barry, Visual
Intelligence: Perception, Image, and Manipulation in Visual Communication 18 (1997); Joseph
LeDoux, The Emotional Brain 165 (1996)). “[T]he danger in using emotionally vivid imagery is
not that it is subliminally persuasive, but that it tends to generate emotionally driven reactions that
can unconsciously affect a decision-maker’s thought process.” /d. at 254. “[T]here is evidence

. that gruesome photographs cause unconscious emotional reactions—reactions that may not be
curable with a limiting instruction.” /d. at 268-69 (citing Kevin S. Douglas, David R. Lyon &
James R.P. Ogloff, The Impact of Graphic Photographic Evidence on Mock Jurors’ Decisions in
a Murder Trial: Probative or Prejudicial?, 21 Law & Hum. Behav. 485, 499 (1997) (“[1]f jurors
cannot even recognize the extent to which [graphic] evidence affects them, it will be impossible
for them to reduce or control the impact of the evidence when instructed to do so by a judge.™).

> It is also possible that the jury might have acquitted Glasmann on a charge.

14 &
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1236, 1244 (6th Cir. 1984).

G173¢ The dissent, however, believes that reversal is not required with regard to three of
the four crimes found by the jury and only the conviction for second degree assault
should be reversed. The dissent says that Glasmann conceded the crimes of obstructing a
law enforcement officer and second degree attempted robbery, and the jury accordingly
convicted him of these crimes. With respect to the first degree kidnapping charge, the
dissent maintains the evidence is overwhelming that this conviction must be upheld.

¢ 31 We have on a number of occasions established that reviewing claims of
prosecutorial misconduct is not a matter of determining whether there is sufficient
evidence to convict the defendant. In State v. Charlton, 90 Wn.2d 657, 665, 585 P.2d Ll
142 (1978), we concluded the discussion of prosecutorial misconduct in that case, which
required reversal, by noting that “[i]n spite of our frequent warnings that prejudicial
prosecutorial tactics.will not be permitted, we find that some prosecutors continue to use
improper, sometimes prejudicial means in an effort to obtain convictions. /n most of
these instances, competent evidence fully sz;stains a conviction.” (Emphasis added.) The
issue is whether the comments deliberately appealed to the jury’s passion and prejudice
and encouraged the jury to base the verdict on the improper argument “‘rather than
properly admitted evidence.”” State v. I%‘erman, 122 Wn.2d 440, 468-69, 858 P.2d 1092
(1993) (quoting and discussing Belgarde, 110 Wn.2d at 507-08). The focus must be on
the misconduct and its impact, not on the evidence that was properly admitted.

G =~ L . L :
133 Thus, deciding whether reversal is required is not a matter of whether there is
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sufficient evidence to justify upholding the verdicts. Rather,‘the question is whether there
is a substantial likelihood that the instances of misconduct affected the jury’s verdict.
Dhaliwal, 150 Wn.2d at 578. We do not decide whether reversal is required by deciding
whether, in our view, the evidence is sufficient. See.Monday, 171 Wn.2d at 678-80
(racist arguments required reversal; no weighing of evidence by the court); Belgarde, 110
Wn.2d at 507-10 (inflammatory remarks éssociat'ing defendant with an organization the
prosecutor described as “deadly group of madmen; misconduct required reversal; no
weighing of evidence by the court); Charlton, 90 Wn.2d at 664 (prosecutor commented
on the defendant’s spouse’s failure to testify, despite the marital privilege, with the
inference being that the defendant was concealing or withholding testimony; reversal
required—jury might have been inclined to believe the defendant’s version in the absence
of the improper argument).

9173 The dissent says it agl:ees that whether the error requires reversal is not a matter of
whether there is sufficient evidence to uphold the verdicts. Dissent at 4-5 n.3. But Pl
weighing the evidence is in fact what the dissent does. We do not believe this analysis is
appropriate and it is contrary to our precedent, as explained. If the misconduct cannot be
linked to a specific count, and the misconduct is so egregious that we must conclude
reversal is required on one charge, then how can we conclude the misconduct did not
sway the jury on another charged crimev without engaging in an inappropriate sufficiency
of the evidence analysis, like the dissent has done?

41 3“0 In this case, the use of highly inflammatory images unrelated to any specific count

16
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was misconduct that contaminated the entire proceedings. The prosecutor’s unacceptable
argument announced to the jury that the defendant was intrinsically GUILTY GUILTY
GUILTY. The misconduct distracted the jury from its duty to consider the evidence -
unaffected by the overlaid message that emphatically and repeatedly conveyed the
prosecutor’s belief to the jury that Glasmann is “absolutely guilty!”, and which

" constituted an appeal to passion and prejudice on all counts.

9 3% There is a substantial likelihood here that the jury returned guilty verdicts for the
offenses the jurors found because they were influenced by the prosecutor’s improper
closing argument and the altered “evidence” presented during argument. We cannot say
that the jury would not have returned verdicts for lesser offenses, or even acquittal, i.e.,
we cannot even presume the jury would have accepted defense counsel’s concessions
even as to the obstruction charged. The impact of such powerful but unquantifiable
material on the jury is exceedingly difficult to assess but substantially likely to have
affected the entirety of the jury deliberations and its verdicts. Even the dissent agrees that
the misconduct mandates reversal of the assault conviction. The requisite balance of
impértiality was upset. Mr. Glasmann’s right td a fair trial must be granted in full. In this
way, we give substance to our message that “prejudicial‘ prosecutorial tactics will not be
permitted,” and our warnings that prosecutors must avoid improper, prejudicial means of
obtaining convictions will not be empty words. Charltén, 90 Wn.2d at 665.

9l 3¢ Next, we turn briefly to Mr. Glasmann’s claim that the prosecutor improperly

misstated the burden of proof. Because we reverse Glasmann’s conviction based on the

17
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misconduct addressed above, we need not reach this issue, but do so in the interest of
fully discussing the prosecutor’s conduct.

[15] 137 Shifting the burden of proof to the defendant is improper argument, and ignoring
this prohibition amounts to flagrant and ill intentioned misconduct. £.g., Stafe v.
Fleming, 83 Wn. App. 209, 213-14, 921 P.2d 1076 (1996); Casteneda-Perez, 61 Wn.
App. at 362-63. Due process requires the prosecution to prove, beyoﬁd a reasonable
doubt, every element necessary to constitute the crime with which the defendant is

| charged. In re Winship, 397 U.S. 358, 361, 90 S. Ct. 1068, 25 L. Ed. 2d 368 (1970).
Misstating the basis on which a jury can acquit insidiously shifts the requirement that the

State prove the defendant’s guilt beyond a reasonable doubt. Fleming, 83 Wn. App. at

[Ne]

13.6

q)°3% Similarly, in this case the prosecutor informed the jury that in order to reach a
verdict, it must decide whether the defendant told the truth when he testified. Thus, the
prosecutor strongly insinuated that the jury could only acquit (or find him guilty of lesser
charges) if it believed Glasmann, when the proper standard is whether the evidence
established that he was guilty of the State’s charges beyond a reasonable doubt. This

misconduct was not as egregious as the conduct in Fleming, however, and in and of itself

® During the State’s closing argument in Fleming, the prosecutor stated, “‘for you to find the
defendants . . . not guilty of the crime of rape in the second degree, . . . you would have to find
either that [the victim] has lied about what occurred . . . or that she was confused.”” Fleming, 83
Wn. App. at 213 (emphasis omitted) (quoting court proceedings). This was error because it
misstated the basis upon which the jury could acquit and shifted the burden to the defendant to
disprove the State’s case. /d. at 214. A prosecutor who argues that to acquit the defendant the
Jury must find that the State’s witnesses are lying or mistaken commits misconduct. /d.

18
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would probably not justify reversal. However, it was clearly misconduct for the
prosecutor to inform the jury that acquittal was only appropriate if the jury believed
Glasmann, and shows the proéecutor’s failure to prosecute this case as an impartial
officer of the court.
CONCLUSION
%GQ‘ The prosecutor’s presentation of a slide show including alterations of Glasmann’s
booking photograph by addition of highly inflammatory and prejudicial captions
constituted flagrant and ill intentioned misconduct that requires reversal of his
convictions and a new 1rial, notwithstanding his failure to object at trial. Considering the
entire record and circumstances of this case, there is a substantial likelihood that this
misconduct affected the jury verdict. The principal disputed matter at trial was whether
Glasmann was guilty of lesser offenses rather than those charged, and this largely turned
on whether the requisite mental element was established f(;r each offense. More
fundamentally, the jury was required to conclude that the evidence established
Glasmann’s guilt of each offense beyond a reasonable doubt.
ﬂ, 101 is substantially likely that the jury’s verdict were affected by the prosecutor’s
improper declarations that the defendant was “GUILTY, GUILTY, GUILTY!”, together
| with the prosecutor’s challenges to Glasmann’s veracity improperly expressed as |
- superimposed messages over the defendant’s bloodied face in a jail booking photograph.

ST
230 U B . .
i ” We reverse the defendant’s convictions and remand for a new trial.
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my colleague, Mr. Jackson, made his opening remarks to
you, he made reference to the travels of the defendant,
Mr. Sublett, and his one-time paramour, April Frazier,
in terms of following the money. Of course he was
referring to the tracking that was done by bank security
agents and the police who managed to track and then
capture the defendant, mr. Sublett, 1in Las vegas. I
mention this, ladies and gentiemen, because this
following the money 1s a two-way street because this
money provides evidence of motive, motive of what
occurred at the residence of Jerry Totten on 320 I
Street on January 29th, 2007.

"It was at this location, ladies and gentlemen --
this location, the residence of Jerry Totten, was for

this defendant, Mr. sSublett, and this defendant, wmr.

Olsen, the pot of gold if you will at the end of the
rainbow. This was the residence of Jerry Totten, a then

69-year-old disabled man who it became known to the

- defendants was worth some substantial amount of money,

senough:money=for-them to want to go in and help

themselvess~and of ‘course these defendants did. They
burst into his home, forced him into this recliner;
gagged him with paper shoved down his throat, bound his
wrists, throttled him with the straps, and he died by
manual strangulation, the method of killing, as you Kknow
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now, that takes two to three minutes of consistent

pressure, in this instance manual strangulation, that
is, the use of the hands for two to three minutes to
affect death. And so based upon this evidence, Tadies
and gentlemen, we have these two defendants before you
who --
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THE COURT: Thank you.

MR. BRUNEAU: Ladies and gentlemen, you know
that these defendants are both charged with murder 1in
the first degree, and there are two methods of
committing murder in the first degree. One is what we
call killing with premeditation, and I will refer to
that in argument as premeditated murder. The other
method of committing the crime of murder in the first
degree is killing in the course of a burglary in the
first degree or a robbery in the first or second degree,

and that form of murder, ladies and gentlemen, is what
Page 28
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because, after all, I am referring to the totality of

the evidence in the case. gwhymsdempedpiliew

TitEsilsie; 2 jBecausesyou 10 G5kl PIRY,OU

CLOSING ARGUMENTS ‘ 1000
*par;;cgcféé’t‘ubnmmigg rame.  Fhesondysehingithatsisigonnass
esaveshispassizasahensaddrmdsSahdsamousisiheshopes:.

and along with all of the evidence in the case,
ladies and gentlemen, we have the remarks that the
defendant, Mr. Sublett, had to say about Elsie, to Elsie
Pray, Eisﬁe pPray, who acknowledged that -- I believe she
said that she still regards Mr. Sublett as a friend.
she spoke to him when he was on the run and urged him to
turn himself jn, and he tells his friend "I'm really
thinking hard about coming back and turning myself in."
"You need to turn yourself in." "veah, I know I do.

I'm really messed up." well, that's what he told Elsie

Pray, but here we have Mr. Sublett in Boise. Really

messed up? swhatadsathaesaydngys
EouSERUEoRds?  Here we have got a man, here we have
got a killer, who is literally and figuratively in the
driver's seat, 1ad1es and gentlemen. He might say to
his friend "I'm messed up,"” but he's got Jerry Totten's
credit cards. He's tapped into his line of credit, and
as far as we know, he's been tapping into about $50,000.
Ladies and gentlemen, the Court gives you what we

call the reasonable doubt instruction. 1I'd like to in
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my completing remarks touch upon this. Another one of

those great things about our system is that a defendant

is presumed innocent, and when a person pleads not

guilty, that presumption of innocence continues
throughout the entire case until you, ladies and
gentlemen, are satisfied beyond a reasonable doubt that
a defendant is guilty.

I put this up on the screen because this is not
something that I just talk about. The presumption of
innocence and the burden of proof, which we welcome, is
not just something we talk about, but it is a living,
breathing reality. It is a factor that we deal with
every day. I put this up on the bodrd, ladies and
gentlemen, because a reasonable doubt is something for
which a reason exists and may arise from the evidence or
Tack of evidence. It is such a doubt as would exist in
the mind of a reasonable person after fully and
carefully considering the evidence. Keep in mind,
ladies and gentlemen, that we're talking about
reasonable. we're talking about reasonable people, such
as yourselves, considering evidence and scrutinizing
that evidence with a view towards reasonableness. And
if, after such consideration, you have an abiding belief
in the truth of the charge, then you're satisfied beyond

a reasonable doubt.

A reasonable doubt, ladies and gentlemen, 1is not
page 52
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any doubt. It is not proof to a moral certainty. It 1is

not proof beyond any doubt whatsoever. It is proof that

CLOSING ARGUMENTS . 1002

excludes reasonable doubts. The judge concludes by
telling you that the law says if you have an abiding
belief, then you are satisfied. 1If you have an abiding
belief in the truth of the charge, then you're satisfied
beyond a reasonable doubt. Now, I don't -- I don't
know. People react in various ways. An abiding belief
might be something you know in your head. It might be
something that you feel in your heart. It might be
something that you know in your gut; I know he's guilty.
1f you have that abiding belief, then you're satisfied.

when you consider, ladies and gentlemen, the
totality of the evidence of motive, of the planning, of
the execution, of the burglary, the robbery, of the

death of Jerry Totten --
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THE COURT: Thank you.

Ladies and gentWemen of the jury,.we will now take
our morning recess. First a word of caution. You have
heard only one closing argument. Please don't talk
about the case.

If you will go with the bailiff, I ask the
attorneys to remain in session.

(Jury out.)

THE COURT: I ask for 15 minutes. Is there
anything else? Thank you.

THE CLERK: Please rise.

(Recess.)

THE COURT: Mr. Bruneau? I am on the record,
Cheri. I am going to ask you not to use the photos that
were not admitted. Thank you.

Are we ready to proceed?

MR. LANE: Ready, Your Honor.

THE COURT: Bring them in.

(Jury in.)

THE COURT: Thank you. Ladies and gentlemen
of the jury, please be seated, and be seated in the
courtroom.

Ladies and gentlemen of the jury, please give your

attention to Mr. Lane for his closing argument.
Page 54
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RICHARD WOODROW

ATTORNEY AT LAW

December 19, 2012

Christopher Olsen

DOC #831898 REA2 (WSFP
1313 North 13™ Avenue
Walla Walla, WA 99362

Re: PRP

I'know your probably know vour appeal was denicd. When you file your PRP miake sure to-
include the following:

1. Violation of right to fair trial when Bruneau used an exhibit that had your mug shot
displayed on a projector screen. Your picture was highlighted with a red banner that said guilty. 1
objected and the judge ordered the prosecutor to remove the exhibit from the jury’s view. The
prosecutor took his time about it. Ibelieve under recent case law' this issue will get you a new
trial.

I will submit an affidavit on your behalf. I will also get Sublett’s attorney to submit one.

Make sure you ask for the exhibit. I don’t think it was filed. Make a motion in your PRP
for it. Make a public records request for it.

2. Make sure you get a copy of the voir dire transcript. According to the court record a
transcript was produced. I don’t think we had any closures of the court but you never know.

Good luck. .

Sincerely,

Richard Woodrow

'In re Glasman No 84475-5. This case is very similar to your case. We had asked for a
lesser included charges just like in Glasman. I think this use of an un-admitted exhibit made the

Jury come back on murder one.

3732 Pacific Avenue SE (360) 352 9911 Fax (360) 352 9955
Olympia, WA 98501
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JUNE 16, 2008
(Jury out.)

THE COURT: Please be seated. Good morning.

MR. LANE: Good morning.

MR. JACKSON: Good morning, Your Honor.

THE COURT: It's freezing. Let's try to
regulate it a Tittle bit.

Okay. This morning the bailiff came to me, and a
juror came to her. I'm just going to have her explain
it to -- where is Mr. woodrow? Thank vou. Good
morning.

V MR. WOODROW: Good morning, Your Honor.

THE COURT: It's not 9 o'clock yet. 1It's a
couple minutes to. She will explain it to the two of
you. GO ahead.

THE BAILIFF: oOne of my jurors mentioned to me
that he has gone to church services down in the jail
before, and last week during some of the recordings he
heard Mr. Olsen mention the fact that he had been to one

of those church services, so I asked my juror if he had

sseen-MB.=0Fsen there when he went to the church service,

and he said'no, and he hasn't said anything to any of
the other"jurors;-but he wanted me to know that he

understood, Mr. '0lsen to say that he had been in one of

Page 5
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the church services down in the jail.

That's all there is to it.

THE COURT: Do you want to bring the juror
out? I don't understand the significance of this or why
the juror said it, but I'11 let any of the four of you,
if you want to talk to the juror, bring him out and
explore 1£.

MR. WOODROW: I don't, Your Honor.

THE COURT: Pardon me, Mr. woodrow?

MR. WOODROW: I don't.

THE COURT: You don't want him?

MR. WOODROW: (Shakes head negatively.)

MR. BRUNEAU: I'm good.

MR. LANE: That's fine, Your Honor.

THE COURT: Bring the jury in.

(Jury in.)

THE COURT: Good morning. Please be seated,
and be seated in the courtroom. Thank you.

Ladies and gentlemen of the jury, we are Trying to
reguiate the temperature in this room. I will tel] you
that you weren't with us Friday, but it was about
40 degrees. Now we're trying to bring it up and down,
so I'm going to try to regulate it the best I can. I
ask your cooperation with that.

with that, Mr. woodrow, I'171 turn to you for your

851
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NIDA InfoFacts: Methamphetamine
..Z:» PDF Version [272K] E& Printer-friendly Version fv¥ En Espafiol

&
| 1\ g
Methamphetamine Is a central nervous system stimulant drug that Is similar in \L B e
structure to amphetamine. Due to Its high potential for abuse, methamphatamine NE?{) E‘ Al

is classified as a Schedule 11 drug and Is avallable only through a prescription that
cannot be refllled. Although methamphetamine can be prescribed by a doctor, its .

medical uses are limlted, and the dases that are prescribed are much lower than Recommended Res
those typically abused. Most of the methamphetamine abused in this country

comes from forelgn or domestic superlabs, although it can also be made in-small, s NIDA Research Repol

llegal laboratories, where Its production endangers the people In the labs, pethamt min:

Methamphetamine; /
neighbors, and the environment, and Addiction

. ' e Community Drug Aler
How Is Methamphetamine Abusead? Bulletin: :

. Methamphetaming
Methamphetamine is a white, odorless, bitter-tasting crystalline powder that easily ]
dissolves in water or alcohol and is taken orally; Intranasally (snorting the powder), by

. ~ Other NIDA Web S
needle injection, or by smoking.

' NIDA for Teens; Min
How Does Methamphetamine Affect the Brain? .® _OVErEﬁttartﬂs tng
M t hetamine | he rel locks tf [ h ‘h | Methanphetamine
Methamphetamine increases the release and blocks the reuptaice of the brain chemica : . B
(or neurctransmitter) dopamine, leading to high levels of the chernical th the brain, a - ® héi?ﬁfjleﬁm,_ﬁgu
common mechanism of action for most drugs of abuse. Dopamine Is Involved in reward, }desﬁa}'ﬂuhetamine
motivation, the experience of pleasure, and motor function, Methamphetamine’s abliity Hethamphetaming

to rapidly release dopa»r_nine in reward regions of the brain produces the intense
euphoria, or “rush,” that many users feel after snorting, smokling, or injecting the drug.

Chronic methamphetamine abuse significantly changes how the brain functions,
Noninvasive human brain.imaging studies have shown alterations In the activity of the
dopamine system that are assoclated with reduced motor skills and impalred verbal
learning.4 Recent studies in chronic methamphetamine abusers have also revealed
severe structural and functional changes in areas of the brain associated with emotion
and memory, 3 which may account for many of the emotional and cognitive problems
observed in chronic methamphetamine abusers.

Repeated methamphetamine abuse can also lead to addiction—a chronic, relapsing
disease, characterized by cormnpulsive drug seeking and use, which is accompanied by
chemical and molecular changes in the brain. Some of these changes persist long after

bhitp://www.nida.nih. gov/infofacts/metlmmphetaminé.html ' , 7/24/2009
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methamphetamine abuse is stopped. Reversal of some of the changes, however, may
be observed after sustained periods of abstinence (e.g., more than 1 year).?

What Other Adverse Effects Does Methamphetamine Have on Health?

Taking even small amounts of methamphetamine can result in mapy of the éame
physical effects of other stimulants, such as cocaine or amphetamines, including
Increased wakefulness, increased physical activity, decreased appetite, increased

respiration, rapld heart rate, Irregular heartbeat, increased blood pressure, and
hyperthermia. '

Long-term methamphetamine abuse has many negative health consequences, Including
extreme welght loss, severe dental problems (*meth mouth”), anxlety, confusion,

insomnia, mood disturbances, and violent behavior, Chronic methamphetamine abusers
can also display a number of psychotic features, including paranoig, visual and auditory

hallucinations, and deluslons (for example, the sensation of Insects crawiing under the
skin). N : '

Transmission of HIV and hepatitis B and C can be consequences of methamphetamine
abuse. The Intoxicating effects of methamphetamine, regardiess of how It Is talken, can
also alter judgment and Inhibition and lead people to engage in unsafe behaviars,
including risky sexual behavior. Among a@busers who inject the drug, HIV and other
infectious diseases can be spread through contaminated needles, syringes, and other
injectlon eguipment that is used by more than one person. Methamphetamine abuse
‘may also worsen-the progression of HIV and lts consequences. Studies of
methamphetamine abusers who are HIV-positive Indicate that HIV causes greater
neuronal injury and cognitive impalrment for individuals In this group compared.with
HIV-positive people who do not use the drug. 8

What Treatment Options Exist?

Currently, the most effective treatments for methamphetamine addiction are
comprehensive cognitive-behavioral interventions. For example, the Matrix Modet—a
behavioral treatment approach that combines behavioral therapy, family education,
individual counseling, 12-step support, drug testing, and encouragement for non—drug-
related activities—has. been shown to be effective in reducing methamphetamine
abuse.” Contingency management interventions, which provide tangible incentives in
exchange for engaging in treatment and maintaining abstinence, have also been shown
to be effective.? There are no medications at this time approved to treat
methamphetamine addiction; however, this is an active area of research for NIDA,

How Widespread Is Methamphetamine Abuse?

Manitoring the Future Survey* ) '

According to the 2008 Monitaring the Future survey—a national survey of 8th-, 10th-,
and 12th- graders, methamphetamine abuse among students has shown a general
decline In recent years; however, it remalns a concern. Survey results show that 2.3
percent of 8th-graders, 2.4 percent of 10th-graders, and 2.8 percent of 12th-graders
“have used methamphetamine in thelr lifetime. In addition, 0.7 percent of 8th-graders,
0.7 percent of 10th-graders, and 0.6 percent of 12th-graders were current (past-
month) methamphetamine abusers. Past-year use of methamphetamine remained
steady across all grades surveyed from 2007 to 2008.

Methamphetamine Pravalence of Abuse
Monitoring the Future Survey, 2008

hitp://www.nida.nih.gov/infofacts/methamphetamine.himl 7/24/2009



it chment 4

Methamphetamine -InfoFacts - NTI Page 3 of 4

8th  10th 12th

Grade Grade Grade

Lifetime** 2.3% 2.4% 2.8%
Past Year 1.2 .15 1.2
Past Month 0.7 0.7 0.6

National Survey on Drug Use and Health***

The number of individuals aged 12 years or older reporting past-year
~methamphetamine use declined from 1.9 million In 2006 to 1.3 miliion in 2007. An
estimated 529,000 Americans were current (past-month) users of
methamphetamine (0.2 percent of the population). Of the 157,000 people who
used methamphetamine for the first time In 2007, the mean age at first use was
19.1 years, which Is down from the mean age of 22.2 In 2006.

Other Information Resources

For more information on the effects of methamphetamine abuse and addlctlon visit

www.drugabuse.gov/drugpages/methamphetamine.htmi.

To find publicly funded treatment facillties by State, vlsit
www findtreatment.samhsa.goy.

For street terms searchable by drug name, street term, cost and quantitles, drug
trade, and drug use, visit wummmngusg_dxugpgljg.gglstneattgrms_Lefault_gsD

- e e e e e wes ey e A m e mee e mmaee— e e

¥ These data are from the 2008 Monitoring the Future survey, funded by the National Institute on Drug
Abuse, National Institutes of Health, Department of Health and Human Services, and conducted by the
" Unlversity of Michigan’s Institute for Social Resgarch. The study has tracked 12th-graders’ lilicit drug

.abuse and related attitudes since 1975;.1n 1991, 8th- and 10th-graders were added to the study. The .. ... ... ... . .. ..
latest data are online at www. drugabuse. gov. )

** V] Netime” refe/s to use at jeast once during e respondenf’s lifetime. "Past year” refers to use at least
once during the year preceding an Individual’s response to the survey. *Past month” refers to use at
least once during the 30 days preceding an individual’s response to the survey.

Ak NSOUH (formerly known as the Natlonal Household Survey on Drug Abuse) is an annua! survey of 4
Americans age 12 and older conducted by the Substance Abuse and Mental Health Services

Administration. Coples of the latest survey are avallable at wyrw.samhsa.gov and from NIDA at 877
643~2644.
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DOE/Brookhaven Nationat Laboratory

Methamphetamine enters brain‘quickly’and lingers

_First study of methamphetamine uptake, distribution, and clearance in humans helps
explain why the drug Is so addictive and damaging to brain

UPTON, NY — Using positron emission tomography {PET) to track tracer doses of methamphetamine
in humans’ brains, scientists at the U.S. Department of Energy's (DOE) Brookhaven National
Laboratory find that the addictive and long-lasting effects -of this increasingly prevalent drug can be
explalned in part by its pharmacakinetics — the rate at which it enters and clears the brain, and Its .
“distribution. This study in 19 healthy, non-drug-abusing volunteers includes a comparison with

cocaine and also looked for differences by race. It will appear in the November 1, 2008, issue of
Neurolmage. :

“Methamphetamine is one of the most addictive and neurotoxic drugs of abuse," said Brookhaven
chemist Joanna Fowler, lead author on the study. "It produces large Iricreases In dopamine, a brain

chemical associated with feelings of pleasure and reward — both by Increasing dopamine's relgase
from nerve cells and by blocking its reuptake.” o :

Studies by Fowler and others have shown that drugs that produce gregter elevations in brain
dopamine tend to be more addictive. But other factors, including the speed with which a drug enters

and clears the brain and its distribution within the brain, can also be important in determining Its
addictive and toxic potential. '

in undertaking this first study of methamphetarnine pharmacokinetics, the researchers also wanted to
know if there were differences between Caucasians and African Americans. "Reports that the rate of
methamphetamine abuse among African Americans is lower than for Caucasians led us to question
whether blological or pharmacokinetic differences might explain this difference,” Fowler said.

The sclentists measured brain uptake, distrlbution, and clearance of methamphetamine by Injecting
19 normal healthy men (9 Caucasian, 10 African American) with a radioactively tagged form.of the ~
drug in “trace" doses too small to have any psychoactive effects. They used PET scanning cameras to
manltar the concentration and distribution of the tagded methamphetamine in the subjects’ brains.
On the same day, the same subjects were Injected with trace doses of cocalne and scanned for

camparisan.- The sclentists also used PET to measure the number of dopamine reuptake proteins,
known as dopamline transporters, avallable In each research subject's brain.

Like cocaine, methamphetamine entered the braln quickly, a finding consistent with both drugs’
highly reinforclng éffects. Methamphetamine, however, lingered in the bralr significantly longer than
cocaine, which ¢leared quickly. In fact, some brain reglons, particularly white matter, still showed
signs of tracer methamphetamine at the end of the 90-minute scanning session, by which time all
cocaine had been cleared. The distribution of methamphetamine in the brain was’ remarkably different
from that of cocaine. Whereas cocaine was concentfated only In the 'reward' center and cleared

rapidly, methamphetamine was concentrated all over the braln, where it remained throughout the
study. ) ’

"This slow clearance of methamphetamine from such widespread brain regions may help explain why
the drug has such-long-lasting behavioral and neurotoxic effects," Fowler said. Methamphetamine is

known to produce lasting damage not only to dopamine cells but also to other brain regions, including
white matter, that are not part of the dopamine network, ’

hitp://www eurckalert.org/pub_releases/2008-1 (/dnl-meb101308.php 7/24/2009
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Surprisingly, the researchers found significant differences in cocaline pharmacokinetics between
African Amerlcans and Caucaslans, with the African Americans exhlblting higher uptake of cocalne, 2
later rise to peak levels, and slower clearance. In contrast, the sclentists found no differences in

methamphetamine pharmacokinetics between these groups.

"This suggests that variables other than pharmacokinetics and bioavallability account for the lower
prevalence of methamphetamine abuse In African Americans," Fowler sald. "The differences observed
for cocalne pharmacokinetics are surprising consldering there are no differences in cocaine abuse
prevalence between these two ethnic groups."” These differences may merit further study, and also

suggest the need to match subjects by ethnic group in future studies to avold interference from this
potentially confounding variable, ) ‘ :

Another-interesting finding was that across all research subjects, the level of dopamine transporters
was directly related to the level of methamphetamine taken up by the braln. This finding suggests
that transporter proteins somehow play a role in reguiating the brain's uptake of this drug.

#HH#

This research was funded by the National Institute on Drug Abuse, the National Institute on Alcohol
Abuse and Alcohollsm Intramural Program, and by the Office of Biological and Environmental
Research within DOE's Office of Science. Braln-imaging studies such as PET are a direct outgrowth of
DOE's long-standing Investment In basic research In chemistry, physics, and nuclear. medicine. The
ongoing neurcimaging research at Brookhaven Is a prime example of how DOE's national laboratories

bring together the expertise of chemists, physicists, and medical sclentists to address questions of
profound significance for soclety. . . :

One of ten national laboratories overseen and primarily funded by the Office of Science of the U.S.
Department of Energy (DOE), Brookhaven Natlonat Laboratory conducts research In the physical,
biomedical, and environmental sciences, as well as In energy technologies and national security.
Brookhaven Lab also bulids and operates major scientific facllities avatlable to university, industry and
governiment researchers. Brookhaven is operated and managed for DOE's Office of Sclence by "
Brookhaven Sclence Assoclates, a limited-lability company founded by the Research Foundation of
State University of New York on behalf of Stony Brook University, the largest academic user of -
Laboratory facillties, and Battelle, a nonprofit, applied science and technology organization.

Visit Brookhaven _Léb‘s electronlc newsroom for links, news archives, graphlcs; and more:
http://www.bnl.gov/newsroom
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The. amphetamines, including mnphctamine
(AMPH), methamphemmine (METH) and 3,4-
methylenedioxymethamphetamine (MDMA),
nre among abused drugs in the US and through-
out the world. Thelr abuse is associated with
severe nearologic and psychiatric adverse events
including the development of psychotic sfates,
These neuropsychiatric complications might;
in part, be related to drug-induced neurotoxic
effects, which inclnde damage to dopaminergic
and serotonergic terminals, neuronal apoptosis,
as well as sctivated astroglial and microglial
célls i the brain, The purpose of the present

review is to swnmarize the foxic effects of

AMPH, METH and MDMA. The paper also
presents some of the factors that are thought to
underlie this toxicity. These include oxidative
stress, hypertbermia, excitotoxicity and various

zpoptotic pathways. Better understanding of the

cellular and molecular mechanisms involved in
their toxicity should help to generate modern
. therapeutic spproanches to prevent or sttenuate
the lnng-term consequeunces of amphetmmm use
disorders in humaus,

Keywardi: Substituted

Methamphetamine;

amnphetamines:
Methylenedioxyamphetaming;
MDMA: Seraloninergic neurons: Dopaminergic neu-
rons; Hyperthenmia; Neurotoxicity

AMPHETAMINE

Amphetamine (AMPH) i3 a psy@hoﬁimulum that
belongs tp widely used illegal drugs in the world.
AMPH is & populir drug of abuse in Austratin (Bartu

" et al,, 2004), Belgiuin (Raes and Verstracte, 2005),

Brazil (Silva and Yonamine, 2004), Switzeriand
{Augsburger er al.. 2003) and UK (Wylie et al,
2008). AMPH is a coinmon drug of abuse in
Sweden and other northern European countries
(Jones, 2005; Gustavsen ef al., 2006). In the USA,
non-medical use of mulutmons prescribed for
ADHD treatment, including those that contain

_AMPH, is high among high school and college.

students (McCabe et al,, 2004; 2005). It has been
reparted that the abuse of these drugs is second
only to marijuana (Brown er al), 2001),
AMPH abuse is associaied with very seri-
ous hatms. These include increased psychalogi-
cal morbidity, dependence and health problems.
Por example, ncule AMPH side-effects include
wchycardia, hypertension, byperthermis, increased
muscle tention, liver and renal failure, nausca
blurred vision, ataxia, anxicty, psychosis and sei-
aures (Kalant and Kalant, 1975; Janowsky and
Risch, 1979; Alldredge ef ul., 1989 Murray, 1998).
Gther severe and fatal AMPH intoxications have
also been teported (Ginsbery ef al.. 1970; Kalant
and Kalant, 1975; Salanova and Taubner, 1984; De

#( mreﬁponfhng author: Tel.: ) (410) 530-1562; FAX: ) (410) 350-2745; F-niail: Jeadetigtinbm,sida.nih.yov
ISEN 1029 8428 prinl/ 1SSN 1476-3524 online. © 2007 FP Graham Publishing Co.. www.Neurotexsicity Kesearch.com
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Letter et al., 2006, Steentoft oz al., 2006). Chronic
AMPH abuse s associated with uupairments in
attention and memory, problems. with learning, as
well as compromised decision making (McKetin
and Mattick, 1997; Rogers ef ul., 1999; Ornstein et
al., 2000). Some of these peuropsychiatric compli-
cutions are thought {0 be related to AMPH-induced
neurotoxic effects which consist of decreases in
tyrosine hydroxylase (TH) activity (Ellison e
al,, 1918), jong-term dopamine (DA) depletion
(Wagner 1 ol., 1980a), loss of dopamine wransport-
ers (DAT) (Scheffe] ef af, 1996; Krasnoya er al.,
2001), as well as decreases in vesicular monoamine
rransporter proteirs (Krasnova et al, 2001). In
addition to its effects on monoaminergic terminals,
AMPH can cruse cell death of primary cortical
cells, TH-positive mesencephalic neurons, and of
PC12 cells.in vitro (Stumm-ef al., 1999; Lotharius
and O'Mailey, 2001; Oliveira ¢ al., 2002) as well
as degeneration of cell bodies in the cortex of
AMPH-treated rodents (Jakab and Bowyer, 2002).
The drug can also cause the aclivation of caspase-
3 and appearance of TUNEL-positive cells in the
strintwm (Iraspova er af., 2005). Calbindin- and
DA- and ¢cAMP-regulated phospboprotein, Mr 32
kD (DARPP-32)-positive medium spiny projection
neurons, bul not choline acetyltransferase (ChAT)-,
parvalbumin- or somatostatin-poslitive interpeurons
undergo AMPH-induced apoptosis (Krasnova et

- al., 2005). Although the mechanisms lor AMPH- -
“mediated toxicity are not completely clear, they

appear io include uptake into DA terminals, DA
release, vxidative stress and the nctivation of pS3-
dependent and mitochondria-mediated cell death
pathways. Herein, the data supportiug these mecha-
pisms in AMPH toxicity are reviewed.

. AMPH Toxicity Involves ROS Formation '

and ROS-medinted Transcriptional Changes,

AMPH-induced redistribution of DA from synaptic
vesicles to the cytosol -followed by its release to
the extracellular space by reverse transport through
DAT causes increased DA levels iu the synap-
tic clefl (Sulzer er al, 1995). DA metabolism is

~accompanied by the production of hydroxyl (Huang

ef al., 1997) and superoxide (Krasnova er al., 2001)
radicals that parlicipalc in the toxic effects of the
drug via frec radical-mediated destruction of mono-
aminergic terminals (Huang er al., 1997; Cadet

aﬂ%\q
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and Brannock, 1998; Wian ef «f., 2000] Krasnova
et al., 2001). This occurs because reactive oxygen
species (ROS) induced by AMPH administration
can exceed the compensating abilities of wnt
oxidant encymes such as superoxide dismautases
(SODs), catalase and gluathione peroxidase (Cadet
and Brannock, 1998). The possible involvement
of superoxide radicels in AMPH toxicity is also
supported by the findings that transgenic mice
that overexpress CuZnSOD are partially protected
against the toxic effects of the drug on dopaminer
gic systems (Krasnova ¢f al., 2001).

Becausc ROS play a role in ellular signaling pro-
cesses, including the regulation of transcriptionsl
factors (Poli e/ «/,, 2004), induction or suppression
of transcription factors with-subsequent activation
or repression of genes that encode proteins involved
in various neuronal functions might be critical steps
in AMPH-induced cascades of toxic events. These
ideas are supported by the demonstration that
administration of AMPH canses activation of AP-I
transcription factors (Persico ef al.. 1995; Ferguson
et al., 2003, Milanovic ef al., 2006). The possi-
bility_that superoxide radicals might be involved

-in AMPH-induced transcriptional responses hes

been tested using microanay analyses (Krasnova
et al., 2002), This allowed the idenufication of 37
genes that show superoxide-mediated responses:
Amoung these arc genes that belong to classes of

transcription factors, growth factors,..heat shock .. ..

proteins (HSPs), and xenvbiotic metabolism, In
response to neuronal damage, organisms initiale
and elaborate events that trigger neuroprotective
pathways that serve to minimize or prevent dam-
age; they also function to increase the chance of
functional recovery (Wieloch and Nikolich, 2006).
These pathways include the increased synthesis and
release of growth factors and cytokines such as the
neuronal protein, activin A (Werner and Alzheimer,
2006), which is activated by AMPH in a superox-
ide-responsive manner (Krasnova ef al., 2002). The
participation of activin A in protective mechanisms
is illustruted by the reports that it reduces MPP!-
induced cellular damage to DA neurons in virro

(Krioglstein ez al.. 1993) und rescues striatal neu-

rons from excitotoxic lesioning with quinolic acid
{Hughes ér al., 1999). Another AMPH-responsive -
superoxide-medialed gence is macrophage colony-
stimulating factor which is invalved in the pro-
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FIGURE 1 Overview of the moleculyir mechanisms involved in AMPH neurotoxicity. Oxidative stress, p53 and milo-
chondrial pathway play an essential mle in the AMPH-induced neuronal apotosis and DA terminal degeneration.

" liferation and 'migration of activated microglia
into injured sites of the brain (Imai und Kohsaka,
2002). Additional genes whose transcript levels are
induced by AMPH code for HSPs such as HSP110
and HSC70. HSPs have been shown to protect
cells against oxidative damage (Papp ef al., 2003;
Macario and Conway de Macario, 2005).

AMPH Toxicity Involves Activation

of the p33-medinted Cell Death Pathway,
ROS-induced stresses are known (0 be associated
. with DNA damage and pS3 accumulation in vitro
(Lombard et al., 2005). P33 activation has been
shown to participate in events that cause neuronal
apoptasis (Culmsee and Mattson, 2005). This is
thought 1o be related to the influence exerted by
p53 on the expression of the Bel-2 family of pro-
teins which include the pro-apoptotic protein, Bax
and the anli-apoptotic protein, Bel-2 (Moll e al,
20055 Chowdhury et al., 2006). Speeifically, ps3
causes upregulation of Bax and downregulation of
Bel-2 (Moll ¢r al., 2005; Chowdbury et al., 2006).
As reported above, AMPH hss besn shown f{o
cause newona! ccll death in various brain regions
(Jakab and Bowyer, 2002; Krasnova ef al., 2005).
“The AMPH-induced neuronal apoptosis has been

rccently shown to involve the activation of the
. P53 pathway with secondary increases in Bax
levels und decreases in Bel-2 levels in the mouse
strigtum (Krasnova ef al., 2005). ‘The role of Bax
activation in AMPH-related apoptosis was further
supported by experiments showing that Bax-defi-
cient mice were partially resistant to drug-induced
cell death (Irasnova ef al., 2005). Figure t shows

a schematic representation of the mechanisms that

may underlie AMPH-related upoptosis and DA
terminal degeneration,

AMPH Treatment and Temperature Regulation
Temperature regulation appears {o be also an
important fsctor in the toxic responses to AMPH.
In rodents, the psychostimulant was shown to
produce bipbasic effects with low doses (< 2.5
mg/kg) inducing bypothérmia and higher doses (>
5 mg/kg) causing hyperthermia al ambient tem-
perature above 20°C (Seale e/ al., 1985; Krasnova
et al., 2001; Baker and Meerl, 2003). This effect
was found to be dose-dependent, with the degrec
of hypertherinia comelating o AMPH and DA
levels in rat strimal microdialysate (Clausing nand
Bowyer, 1999). Several studies have also hinted to
connections between hyperthermic and neurotoxic

o
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actions of AMPH (Clausing et al., 1995; Miller
and O'Callaghan, 1996). Conditions that reduce
or prevent AMPH-induced increases in core body
temperature are, at least, partially neuroprotective
(Clausing et al., 1995; Miller and O'Callaghan,

1996). In contrast, hyperthermia could exacerbale
AMPH toxicity because the formation of free radi-
cals in the brain is slevated by temperature inciease
(Kil e al, 1996) and because hyperthermia also
potentiates the cytotoxic effects of ROS (Lin ef
al, 1991). These ideas ure also supported by the
report that hyperthermia sipnificantly increases DA
quinone formation (LaVoic and Hastings, 1999)
since quinones derived from DA have the ability
to inhibit proteasome (Zafar ef al, 2006) which is
invalved in detoxification mechanisms.

Although AMPH-induced increases in temperature
are thought to be involved-in the toxicity of the drug,
the manner by which the temperature is induced
remains to be determined.. DA release (Clausing
and Bowyer, 1999) and D, receplor stumulation
(Sanchez, 1989; Zarrindast and Tabatabai, 1992;
Verma and Kulkarni, 1993) have been irnplicaled.
The obscrvations that animals with scvere hyper-
thermia released more DA in the striatal extracetiu-
lar space provide partial support for this contention
(Clausing and Bowyer, 1999). Moreover, the idea
is also supporied by the reports that hyperthermia
iy induced by adninistration of the D, agonist SKF
38393 in mice (Sanchez, 1989; Zarrindast and
Tabatabai, 1992; Verma and Kulkarni, 1993), the

‘effect thatcould be blocked by Dy antagonist SCHH
23390 (Sanchez, 1989; Zarrindast and Tabatabai,

1992). It has to be pointed out that since AMPH, can
cause release of other monoamines (Seiden ef al.,
1993), their possible involvement also needs to be
considered. For example, lesions of ventral norepi-
nephrine bundie ionervating the hypothalamus and
limbic system caose alienuation of AMPH-induced
hyperthermia in rats (Kostowski e al., 1982).

In addition to DA release, AMPH-induced produc-
tion of free radicals might also contribute to ther-
mal instability (Krasnova e al, 2001). Mice that
overcxpress the antloxidant enzyme, CuZnSOD,
in the brain show no hyperthermic responses after

AMPEH wreatment and wre protected against long- -

term neurotoxic drug effects (Krasnova er al,
2001). Thus, the possibility of complex interactions
between thermoregulation and frec radical load in

ATT 7
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the long-termm neurotoxicity induced by this illicit
drug needs to be considered.

It is alsa of interest to note that various strains )
of mice show different hyporthermic rEsponses
to AMPH. Specifically, psychostimulants caused
substantial hyperthermia in CD-1 (Krasnova er
al., 2001), Swiss-Webster (Craig and Kupferberg,
1972), DBA/2Z (Seale ef al., 1985), and BALB/c
mice (Jori and Rutczynski, 1978), while CS7BL/6
(Scale er al., 1985; Krasnova ef al., 2001) and CyH
animals (Jori and Rutczynski, 1978) had low to

moderate transient temperature increase. These

differences in temperature responses may help to
further dissect the role of hyperthermia in AMPY
toxicity. For example, it seems there is no simple
algorithm to predict toxicity based on temperature
responses because CD-1 mice are more resistant 1o
AMPH neawrotoxicity than C57BL/6 mice in spite

. of showing greater and longer-lasting hypesthermii

than CS7BL/6 mice (Krasnova ef al, 2001),
Finally, the issues of temperature regulation have
mujor clinical implications because AMPH can
cause falal hyperpyrexia in humans (Ginsberg et ul,
1970; Kalant and Kalant, 1975; Callaway and Clark,
1994; De Letter ef al., 2006). Thus, understanding
of the root causes of AMPH-induced hyperthermia
might help 10 develop therapeutic approaches that
can prevent or attehuste the disastrous effecls of
this drug when taken in high doses. ‘

METHAMPRETAMINE

Metamphetamine (METH, Speed, crank) is dbised
worldwide due to its powerful stimulant proper-
ies that cause the user to foel "high™ and to have
increased energy (McCann el al, 1998b; Sekine
el ol., 2001; Farrell ef al., 2002). METH is easily
available becausc it can be synthesized cheaply and
distributed to various communities throughout the
world, Presently, there is widespread abuse in the
United States. where it has migrated from the West
Coast lo other states (Puder er al, 1988; Derlet
et al., 1989; Cho and Melega, 2002). METH can
be abused via multiple routes which include oral,
intravenous and smoking administration. In addi-
tion to its euphorigenic effects, METH can also
cause anxiety, increased agilation, delirium, psy-
chotic states, coguitive and. psychomotor impair-
ments, seizures, and death (Wilson et al., 1996;
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Lan er al., 1998: Buffenstein ef al., 1999; Yui et
al., 1999; Simon er al., 2000; Volkow er al., 20014;
London et al., 2004; Dore and Swectmg, 2006).
Cerebral vasculitis; Lerebrovascular accidents due
to hemorrhage or vasospasm, and cerebral edema
have also been reported in METH abusers (Chynn,
1968; Salanova and Taubner, 1984). The drug can
also cause neurodegenerative changes in the brains
of human addicts. These pathological changes
include loss of striata] DAT observed in positron
emission tomographic (PET) studies (Volkow er
al., 2001b; Sekine ef al., 2003) and in post-mortem
mvestigations, loss of serotonin 1ranspor1¢rs (5-
HTT) (Sekine ef al., 2006), decrease in the levels
of DA, serolonin (5-HT) and their metabolites
(Wilson er al., 1996). A number of studies have
docurented that METH can cause long-term daro-
age to presynaptic dopaminergic and serotonergic
terminals in rodents (Ricaurte ef al., 1980; Wagner
et al., 1980b), More recently, it has also been shown
that the drug can cause death of cell bodies both in
vitro (Cadel ef al., 1997; Stumni er al,, 1999) and in
vive (Eisch and Marshall 1998; Dcng et al., 1999;
Deng and Cadet, 2000; O'Dell and Marshall, 2000).
ln .what Iollows, we discuss somne of the mecha-
nisms that have been implicated i in METH-induced
neurodq,eneratwe effects.

Role of Oxidative Stress

in MIETH-induced Toxicity

The biochemical actions of the drug depend on
its entry Into wonoaminergic terminalg (Berger
et al, 1992; lversen, 2006), followed by entry
into monoaminergic vesicle consequent .to its
interaction with vesicular monoamine transport-
ers (Sulzer ef al, 1995). This is followed by
displacement of monoamines into the cytoplasm
of the terminals and METH-induced monoamirie
releasc into respective synaptic clefts (Baldwin
et al,1993; Marshall ef al., 1993; Cubells et of.,

1994; Sulzer et al., 1995; Schwartz ef al,, 2006).
METH. neurotoxicity appears to ‘depend on both,

DA released within terminals and on DA released .

in synaptic clefts (Cudet and Brannock, 1998),
These suggestions are supported by reports.that
DAT knockout mice are resistant to METH-
‘induced degeneration of DA axons (Fumagalli
et al., 1998) and by observations that psycho-
stimulant toxicity depends on gquinone forma-

. monoaminergic terminels (Wagner er af.,
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tion consequent to increased DA ‘levels within
nerve terminals -(LaVoie and Hastings, 1999).
METH-related quinone formation is thought fo
be associated with the.gencration of superoxide '
radicals and hydrogen peroxide during quinone
redox . ‘cycling (Stokes er al.,, 1999; Miyuzaki ef
al., 2006). A role for oxidative mechanisms in
the neurotoxic effects of the drug is supported .
by observations that administration of N-acetyl-
L-cysteine, ascorbic acid or vitamin E was able
Lo protect against METH-induced destruction of
1985,
De Vito and Wagner, 1989% Fukami e/ of., 2004).
In addition, selenium and melatonin can also
provide protection against METL{ toxicity (Ali et
al.,, 1999; Tmam and Ali, 2000). The participation
of superoxide radicals in the neurotoxic effects
of METH on DA nerve terminals was tested by

-injecting METH to transgenic mice that overex-

press the human CuZinSOD gene (Cadet et al,
19940; Hirata et al., 1996, Jayanthi ef al., 1998).
These mice have much higher CuZnSOD activity
than wild-Lype animals from similar backgrounds
(Jayanthi er al., 1998; Jayanthi ef al., 1999) and
were indeed protected against the toxic effects
of the drug. In contrast, inhibition of SOD by
diethyldithiocarbamate potentiates the nefarious
effects.of METH (De Vito and Wagner, 1989).
Furthermore, bromocriptine, which scavenges
hydroxyl radicals, was also able to attemuate
METH-induced DA depletion in mice (Kondo e/
al, 1994). When taken together, these observa-
tions support the notion that DA release caused
by METH is accompanied by redox cycling of
dopaquinone and consequent formation of oxy-
gen-based radicals such as superoxide radicals.

. Reports that METH can induce changds in the

levels of g]ulaﬂnonc (Rarold er al., 2000) and
of anlipxidant enzymes (Jayanthi ef al,, 1998),
inerease lipid peroxidation (Jayanthi er al., 1998;
Gluck ef @l., 2001), and induce the formation of
protein carbonyls (Gluck et al., 2001) provide
further support for the thesis that oxygen-based
radicals are involved in METH-induced toxicity
(Cadet and Brannock, 1998).

METH Toxicity and Exéitotoxicity
METH-induced'ncmﬁloxicity'nlsp appeass {0 occur”
via excitotoxic damage secondary to glutamate
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release and activation of glutamate receplors.
Glutamate toxicity is dependent, in part, on the pro-
duction of nitric oxide (NO) (Dawson and Dawson,
1998; Chung et al., 2005), The iden of the involve-
ment of glutamate in METH toxicity is supported
by observations that METH can cause glutamale
release in the brain (Nash e/ al, 1988; Baldwin e/
al,, 1993; Marshall er al., 1993; Abekawa er al.,
1994; Mark er al, 2004). In addition, some ghy-
tamate antagonists have been shown to atienuate
METH-induced dopawninergic toxicity (Sonsulla
el al., 1989; Battaglia ef al., 2002) (see jater dis-
cussion on temperature). Glutamate-mediated NO
formation appears to aiso be involved in METH

foxicity because knockout mice that are deficient in -

cither neuronal (nNOS) or mducible (iNOS) nitric
oxide synthase (NOS) are resistant to drug-induced
toxic damage to monoaminergic terminals (Jizhak
ef al., 1998). These data have solidified the argu-
ment for a role of the glutamate/NO pathway in
METH neurotoxicity (Itzhak er of., 1998; Imam et
al., 2001; ltzhak-and Ali, 2006). Finally, various
nNOS inhibitors, which do not affect hyperthermia,
can also protect against destruction of monoaminer-

“gic axons caused by METH administration (Izbak
et al, 2000; Sanchez er al., 2003). In addition to

their 1oles in the damage of monoaminergic ter-
minals, oxygen-based radicals and NO appear to
be involved in METH-related cell death because
CuZaSOD transgenic mice show parlial protection
against drug-induced apoptosis (Deng and Cadet,

-2000). Moreover, death of fat fetal mesencephalic

cells caused by METH treatment was abrogated by
the use of NOS inhibitors (Sheng er al., 1996).

Role of Thermal Instatibility in METH Toxicity
There is substantial evidence that hyperthermia

“participates in METH-induced toxicity on mono-

aminergic systems. Manipulations that result in
higher temperatures cause increeses in METH
toxicity, whereas those that decrease temperatures
have been shown to provide some degree of protec-
tion (Bowyer e al., 1994; Miller and O'Callaghan,
1994; Albers and Sonsalla, 1995; Farfel and Seiden,

1995). The potentiative effects of hyperthermia

might occur through increased formation of DA-

dependent reaclive oxygen species. In contrast,”

there are pharmacological agents that block METH
toaicity without influencing the thermal responses

- L. CADET er al.

in animals. For example, iuhibition of aNOS blocks

METH toxicity without altering the hyperthermic

response (ltzhak er al., 2000; Sanchez er al., 2003).
DA uptake blockers also protect in & fashion that

appear to be independent of any effects on tempera-

ture (Callahan et al., 2001).

_ In addition to its effects on monoaminergic ter- .
minals, METH can also cause cell death. Potential

proteclive effects of various genetic and phar-

macologicdl manipulations have been tested m

that model. For exampie, knockout mice that are
partially deficient of c~-Jun show protection against
METH-induced ncuronal apoptosis, an effect that.
is independent of hyperthermia (Deng ‘et al,
2002b). lotracerebral injection of neuropeptide Y
(NPY) has recéntly beein shown to cause attenu-
ation of the apoptotic effects of the drug in mice
{Thiriet et al., 2005). Because NPY is involved
in -thermoregulatton (Richard, 1995; levine e
al., 2004) and because METH-related increases
in body temperature are thought to participate in
METH toxiclty (Cadet et al., 2003, for review),
the -possibility that NPY might have prevented
drug-induced hyperthermia. was tested- (Thiriet
et al., 2005), NPY was -found to attenuate body
temperature increases afler the second of the four
METH injections but not during the later phases of
hyperthermia (Thiriet ef al., 2005). These observa-
tions spggest that NPY-induced prmcction is, in
part, dependent on its effects on body temperature.
Jt appears that METH-related changes in-body

“temiperature participaté, but aré not essential in the

manifestations of drug toxicity.

Microglial Reactions and METH Tox{eity
Microglial cells are the major immunocompetsnt

cells in the brain. They express chemokincs, cyto-

kines and their receptors. Under normal conditions,

these cells provide- extensive and continuous sur-

veillance of their cellular environment (Raivich,

2005). Microglial cells are activated by wvurious

types of pathological states including infectious

processes (Rock er al., 2004) and neural injuries

(Ladeby et al., 2005). This_ activation includes

dramatic changes in appearance, migraiion to the
site of the damage, and phagocytosis of dying

and dead cells. Microglia can -also produce smal}

“signaling molecules, called cylokines, 10 trigger

astrocyles to respond to {he injury site. Recently,
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reactive micragliosis has been implicated in a num-
ber of neurological disorders including Alzheimer's
(Xiang et al,, 2006) and Hantington's (Sapp et al.,
2001) diseases.

Evidence accumulsting from several laboruto-
ries has recently implicated reactive microglial
cells as oculprits -in the manifestation of METH
toxicity. Asanums ef al. (2003) reported that the
non-steroidal anti-inflammatory drug, ketoprofen,
caused protection against METH-induced dopa-
minergic toxicity dand suppressed drug-mediated
microgliosis. Thomas and colleagues (2004) sub-
sequently repotied that METH. caused dose-depen-
dent microglial ‘activation which coincided with

‘DA terminal degeneration. LaVoie ef al. (2004)

have also provided evidence that microgliosis
precedes METH-induced pathological states in
strialal dopaminetgic terminals. More importentty,
manipuiations such as the use of MKX-801 and dex-
tromethorphan which protect against METH toxic-
fty also inhibit microglial activation (Thomas and
Kuhn, 2005). In contrast, minocycline has been
reported to block -microglial activation without
providing protection against METH-induced dam-
age (Sriram ef al., 2006). Microglial cells might
potentiate drug-related damage by releasing toxic
substunces such superoxide radicals and NO which
have already been implicated in METH neurotox-
icity (sec discussion above). When taken together,
these observations suggest lhat identifying the
specific role that microglial cells play in DA ter-
minal degeneration might help to develop specific

therapeutic approaches for patients who bave becn |
exposed to METH.

Involvement of AP-1 Related Transcription

_Factors in METH-induced Neurotoxicity
The accumulated cvidence had suggested that.

some effects of oxygen-based radicals might be
mediated by activation of AP-1 transoription fac-
tors (Dalton et al., 1999). Tests for the possibility
that METH toxicity might also be associated with

~ variations in the expression of these proteins have

revealed changes in theé expression of a number

.of AP-1 related genes within 2 hours after drug
administration (Cadet er o, 2001). These include’

up-regulation of c~jun, ¢~fos, jun B, as well as jun
D (Cadet et al., 2001). These changes are probably
related to METH-induced generation of free radi-

cals. ROS such as hydroxyl and superoxide radicals

.can induce the cxpression of many genes via their

regulation of AP-1 transeription factors (Dalton et
al., 1999). The role for c-fos in METH-induced
neuropathological changes has been confirmed by
using ¢-fos +/- mice which show increased degen-
cration of DA tenninals and increased cell death
afler psychostimulant treatment (Deng es al., 1999).
These observations suggest a protective role for ¢-
fos against METH damage. Some of the factors that
might be involved in causing this partial protection

include integring that belong to cell adhesion recep- -

tors and-are also involved in the tegulation of signal
transduction (Gilcrease, 2006). This idea is sup-
ported by the evidence of decreased basal levels of

integrin expression in c-fos 4/- mice and the further

reduction of these receptors in response to toxic
doses of METH (Beus ef af., 2002). This conch-
sion is further supported by the vbservations that

. integrins can promote cell survival after injury and

apoptotic insults via signaling through the PI3K-
Akt puthway which leads to BAD phosphorylation,
therefore reducing BAD ability to block the anti-
apoptatic effects of Bel-2 (Martin and Vuori, 2004;

-Gilcrease, 2006). In contrast, inhibition of integrins

increases apoptotic cell death (Martin and Vuori,
2004; Gilcrease, 2006).

Because c-jun knockout mice show partiul protec-
tion against the adverse effects of METH (Deng ef
al., 2002b), it is likely that c-jun is involved in the
pro-death cffects of the drug. Moreover, because
the ¢-jun knockout mice and their wild-type coun-
terparts show similar degree of METH-induced
dopaminergic toxicity, c-jun appears to only be
involved in the mediation of neuronal apoptosis in
cells postsynaptic to DA terminals.

Role of DNA Damage in METH-induced
Toxicity ' _

As mentioned above, METH has been shown o
cause neuronal apoptosis in several brain regions

(Deng et al., 2001). Becausé apoptosis is associ- -

ated with DNA damage, it was thought possible that
adwinistration of the drug might trigger responses
meant to repair the METH-induced DNA dam-
age. Microarray gnalyses have indeed revealed
that MBTH administration caused changes in the
expression of severa] gencs that participate in DNA
repair processes (Cadct ef al,, 2002). These changes
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are probably related to METH-induced prooxidant
statey because oxidative stress can cause single and
double DNA strand breaks (Li und Trush, 1993).
These breaks can bo repaired via base excision
rephir (BER), nucleotide excision repairs (NER),
- mismatch repair (MMR), and DNA damage rever-
sal (Petit and Sancar, 1999; Hsieh, 2001; Nilsen and
Krokan, 2001). Thus, the observations that METH
© treatment can cause vpregulation of APEX, PalB,
and LIG1 suggest that these changes might bs com-
pensatory increases uimed at counteructing METH-
nediated ROS-induced DNA dumage through the
BER pathway. If the psychostimulant can cause
similar DNA damage in humans, these observations
might offer « partial explanation for the develop-
mental abnormalities observed .in babics bom of
METH abusing mothers (Smith ar al., 2006).

Involvemeut of Mitochondrial Death Pathway
in METH-induced Apoptosis

Another interesting group of proteins that are dit-
ferentially regulated by METH includes Bel-2 farp-

ily (Stumm er al., 1999; Cadet e al., 2001 Jayanthi-

et al., 2001). Specifically, METH caused upregula-
tion of pro-apoptotic.proteins, BAX and BID, and
downregulation of the anti-death proteins, Bel-2 and
Bel-X,. The changes in pro-death proicins are con-
sistent with observations that METH administration

is associated with release of mitochondrial contents .

into the cytosol (Deng et al., 2002a; Jayanthi ef al,

2004). These inclhude cytochrome ¢ and apoptosis

inducing factor (Alff). When taken together with
the recent in vifro demonstration that METH can
cause release of cytochrome ¢ from mitochondiia,
activation of caspases 9 and 3, as well as activa-

_ tion of DFF40 and its transit to the nucleus (Deng

et al., 2002a), the in vivo data implicate a formal
role of mitochondria in METH-induced neuronal
degeneration. -Other factors released from mito-
chondria such as Smac/DIABLO, endonuclease G,
and A[F also participate in dismantling cells during
. apoptosis {(Ravagnan et al., 2002). These proteins,
 including AIF and Smac/DIABLO, have now been
shown to be involved in METH-induced apoptosis
(Jayanthi er ol., 2004). Their relcase is followed by
activation of caspase 3 and the breakdown of sever-
al structural cellular proteins (Jayanthi ef al., 2004).
Thus, these observations implicate the imitochon-
drial death pathway as a major player in METH-

11L. CADET et al.

related cell death in the rodent brain (Cadet et al, -

2005). This suggestion is supported by the fact thet
overcxpression of Bel-2 can protect against drug-
induced apoptosis (Cadel et al), 1997).

Involvement of the Endoplasmic Reticulum
(ER)-dependent Death Pathway in METH-
induced Apoptosis

In addition to its effects on mitochondria, METH-
induced- oxidative stress appears to also cause dys-
tunctions of other organelies such as the endoplas-

mic reticulum (ER) (McCullough ef of., 2001). The

ER helps to maintain cellular homeostasis by regu-
lating calcium signaling (Ferri and Kroemer, 2001).
Dysregulation of intracellular calcium homeostasis
can cause ER stress and ER-mediated apoptosis
(Paschen, 2001). BR stress and calcium dysregule-
tion appear to participate in METEH-induced cell
death because apoptotic doses of the drug can
cause activation of calpain,.a calcium-responsive
cytosclic cysteine proiease (Murachi er al., 1980),
which is .involved in ER-dependent cell death
(Nakagawa and Yuan, 2000). A role for the ER
i METH toxicity is supported by the fuct that
gpoptotic doses of METH (Jayanthi es af,, 2004)
also influence the expression of proteins, such as
caspase-12, GRP78/BiP (glucose-regulated pro-
tein/immuno-globulin heavy chain binding protein)
and CHOP/GADD53 (C/EBP homology protein/
growth wrest and DNA damage 153) that par-

“ticipate in BR-induced apoplosis (Zinszuer ef al.,

1998). The observed ER smess in METH-induced
neurctoxicity might be secondary, in past, to direct

. cffects of the psychostimulant (Asanuma ef al.,

20009, to METH-mediated oxidative stress (Cadet
ef al., 1994a; Cadet and Brannock, 1998; Jayanthi

et al, 1998), and to shifts in BAX/Bcl-2 ratios

induced by the drug (Jayanthi e al., 2001).

Involvement of the Fas/Fas Ligand Death
Pathway in METH-induced Apoptosis

In addition to the mitochondrial death pathway,
cell death can occur consequent to activation of

. Fas receptors by Fas ligand (FasL) (Barnhart e/ al.,

2003; Choi and Benveniste, 2004), FasL (TNFSF6)
{Li-Weber ¢ al., 1999; Li-Weber and Krammer,
2002; Droin et al., 2003) is 2 member of the TNF
superfamily of cytokines (Locksley er ai., 2001) and
is involved in causing apoptosis in various models

i

pored
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FIGURE 2 METI—I-mgvﬂalcd molezular cvents that lead to ne
strigtum, This figure summarizes findings of the various papers
“rotoxicity in the mammalian braiu. The duta indicate that exddat

in the manifestation of METH toxicity,

of ncuronal injury (Qiu et al., 2002). METH was
shown (o increase the expression of Fasl, (Jayanthi
el al., 2003; reviewed in Cadet et al,, 2005). It was
also shown that METH can induce cleavage of cas-
pase 8, which is a known participatant in the Fas
death pathway (Nagata, 1999).

We have summarized these molecular mecha-
nisms in & theoretical scherne that represents the
sequence of events jeading to METH-induced neu-
tonal apoptosis and terminal degeneration (F ig. 2).

METHYLENEDIOXYMETHAMPHETAMINE
(MDMA, Ragtusy)

3,4-Methylenedioxymethamphetamine {(MDMA,
Ecstasy) is an abused ting-substituted phenyl-iso-
propylamine that is related- to both amphelamines
and hallucinogens (McKenna and Peroutka, 1990),

MDMA effects which include increased Jocomotor
~ aclivity (Matthews er ol., 1989) are thought to be
mediated, in part, by the release of 5-HT (Liechti er
al., 2000) and subsequent stimulation of jts recep-
tors (Bankson and Cunningbam, 2001). In addition
to MDMA behavioral effects, the drug is known to
cause marked decreases in markers of S-HT termi-

nals (White ef al., 1996). Specifically, levels of 5+

HT and its metabolite, S-hydroxyindoleacetic acid

uronal apoptosis and terminal degeneration in the
that have nddressed the issue of METH-induced neu-
ive mechnnisms and cell death pathways arc involved

(5-HIAA) (Colado and Creen, 1994), tryptophan
hydroxylase (TPH) agtivity (Stone er al., 1987)
and the number of 5-HT uptake sites (sce Lyles
and Cadet, 2003) are all decreased after MDMA
administration. MDMA can also cause cell death in
some in vitro models (Stmantov and Tauber, 1997,
Stumm er al., 1999).

MDMA Neurotoxicity in Animals and Humans

- Newochemical-and anatomical studies have shown -

that MDMA can cause long-term abnormalilies
in 5-HT systems of rodents (Schmidt ¢7 al., 1086;
Stone et al., 1986; Commins er al., 1987, Schymidr,
1987; O'Hearn ef al., 1988; Moliiver er at, 1990).
These include decreased lovels of S-HT and itg
major metabolite, 5-HIAA (Commins eral., 1987;
Schmidt et al., 1987; Schmidt, 1989; Molliver ¢
al., 1990), decteased number ol 5-HTT (Battaglia
et al, 1987; Commins ef al., 1987; De Souza e
al., 1990), and decreased activity of the rato-limit-
ing enzyme of 5-HT synthesis, TPH (De Souza es
al., 1990; Molliver et al, 1990). These changes
occur in the rodent neocortex, striatum, and hip-
pocampus (Battaghia er ol., 1987, Slikker er al,
1988; De Souza ef al., 1990; Molliver er al., 1990).
These abnormalities arc reported to Jast for mwonths
or even years aftet drug administration (Battaglia
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et ¢l., 1988; Scanzello ef al,” 1993; Fischer er
al,, 1995; Lew et «l., 1996, Sabol er al, 1996,
Hatzidimitriou et al., 1999).

Similar adverse effects have been reported in non-

human primates (Ricaurte ef al, 1988a,b: Slikker of .

al., 1988; Insel et al., 1989; Schefie! e al,, 199%;

-McCann e al,, 2000). There are dose-dependent
“reductions in 5-HT coneentrations in the cortex,

caudate nucleus, pulamen, hippocampus, hypo-
thalamus and the thalumus (Ricaurte es al, 1988b).
Reduced 5-HT lévels were evident for up to seven
years following exposure to the drug (Scheflel er
al., 1998; Hatzidimitriou e al, 1999). The MDMA-
induced deficits in nonhuman primates are -also

-reflected in the levels of 5-HIAA in the cerebro-

spinal fluid (CSF) (Ricaurte er al., 1988z; Insel et

“al;, 1989). Living baboons treated with MDMA (S

mg/kg s.¢., 2 X daily, 4 days) also show merked and
prolonged decreases in 5-HTT density measured by
PET imaging of (+)["CIMcN-5652, a radiolipand
that selectively binds to the 5-HTT (Scheffel et al.,
1998). Brain fissues fiom these animals (sacrificed
3 wecks after the last PET and 13 months afier
MDMA admjnistration) showed marked loss of S-
T terminals (Scheffel er al., 1998).

Anumber of investigators have alsc tested the pos-
sibitity that MDMA can cause degenerative effects

in the human braiu (Ricaurte er «f., 1988a; 1990;

Price ef al., 1989; McCann er al, 1994; 1998a;
1999; Bolla ef al., 1998; Semple er al., 1999; Gerra
ei al., 2000; Kish et al., 2000; Buchert et of., 2001).
Some of these studies have concluded that MDMA
is also toxic to humans because CSF S-HIAA lev-
els are reduced in MDMA ebusers (Ricaurte et al.,
1988a; 1990; McCann ef al., 1994; 1999; Bolla er

‘al., 1998), PET imaging studies, using {MCJMcN-

5652 to selectively label S-HTT, have reported
significant differences in 5-HTT binding in MDMA
abusers compared to non-MDMA users (McCann
et al, 1998a). 5-HTT sites were. decreased in a
manner that correlated with the extent of abuse
(McCana et al., 1998a; Ricautte e/ al., 2000). In

a similar study, using ['®1B-CIT, Reneiman er al.

(2001) investigated the effects of ecstasy abuse
on the density of cortical 5-HTT. They also found
decreases in cortical 5-BTT in recent MDMA abug-
crs. However, there were no significant reductions
in ecstasy sbusers who had not used the drug in the
past year or longer (Reneman ef al., 2001).

LU CADET et al.

The biochemical und molecular bases of MIDMA-
induced neurotoxicity are being actively investigai-
ed. These pathways are thought to involve the for-
mation of toxic MDMA melabolites, temperature
dysregulation, dopamine-based quinone formalios,
and excitotoxic events, '

Formation of Toxic iictabolites

MDMA metabolites, which generate free radicals,
associned oxidative stress, and membrane dam-
age, are thought to be involved in drug-induced
neutodegeneration (Paris anzl Cunninghanm, 1992
Calado and Green, 1995). This ideais supported by
observations that subcutaneous administration of
MDMA metabolites, MeDA and HMA can cause
decreases in 5-HT concentrations in the {rontsl
cortex (Yeh and Hsu, 1991), although this line of
research has remained controversial. The formation
of hydroguinones, quinones and -the "subsequent
generation of superoxides and hydrogen peroxide
might be important to the manifestation.of MDMA
loxicity. These ideas are supported by the obser-
vations that the spin trap reagent and free radical
scavenger, o-phenyl-N-feri-butyl nitrone (PBN),

‘prevented MDMA-induced toxicity (Colado and -

Green, 1995). In addition to MDMA metabolites,
the participation of & loxic metabolite of 5-I11 has
also been invoked because the drug causes niarked
increases in 5-HT release (Gudelsky and Nash,
1996; O'Shea ef al., 2003; Amato ef al., 2006).
DA-induced quinone formation iy also one pos-
sible cause of MDMA toxicity. This suggestion is

 supported by the fact that MDMA elicits DA release
" (Shankaran and . Gudelsky, 1998; Amato ef dl,

2006). In addition, destruction of DA terminals by
injections of 6-hydroxydopamine protects agpinst
MDMA toxicity (Schmidt ef al., 1990). In contrast,
pretreatment with L-DOPA, which Increascs DA
levels, exacerbates MDMA toxicity (Schmidt e¢f
al.,, 1990). Thus, DA, which is released by MDMA
into synaptic clefls, might be taken up by 5-HT
termninats where it is converted into quinone by-
products that damage 5-HT terminals (Schinidt
and Kéhne, 1990; Sprague and Nichols, 1995). It is
important to point out that the DA hypothesis does
not account for the fact that MDMA can damage
5-HT 1erminals in areas of the brain such as the
hippocainpus (Shankaran and Gudelsky, 1998} that
are atmost devoid of DA terminals and for the fact

/0“’3’@ 10
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F IQURLB Mechanisms 1mp11catcd m MDMA-induced 5-HT terminal degeneration. The schomatic diasgram shows
that formation of toxic MDMA metabolites, DA quinones and oxidative stress may underhe MDMA toxicity towards

5-HT terminals in the brain.

that, in almost all animal species, except for mice
(Cadet e al,, 1995), MDMA toxic effects appear to
involve 5-HT systems. There is also molecular evi-
dence for the involvement of a number of metabolic
pathways in MDMA-induced neurotoxic damage to
the brain. Using techniques of micronrray analyses,
it has beew shown that MDMA administration influs
ences the expression of several genes that code for
proteins that are involved in metabolism and stress
- vesponses (Thirieter al; .
expression include increases tn mRNA levels for
Gpx-1 and heme oxygenase (Thiriet et al., 2002).
Because MDMA is metabolized via pathways that
cun induce the formation of superoxides und perox-
ides via redox- cycling (Cadet et al., 1994b; 1995,

Buchert ez al.,, 2001}, the changes in these cozymes
might constitute compensatory responses 1o incipi-
ent oxidative dampage. A schomatic diagram of
MDMA-induced events that might cause degesiera-
tion of 5-HT terminals is presented in Fig. 3.

Possible Role of Glutamate and Nifric Oxide

in MDMA-induced Toxicity

Glutammate is # neurotransmiticr that can. cause
cell death both in vitro and in vive {Dawson and
Dawson, 1998). 11 has been suggested that gluta-
mate might also be involved in MDMA toxicity

{Allante e/ al., 2001; Baltaglia es al,, 2002; Stewart-

el al, '2002). For cxampie, blockade of NMDA

2002). These changes i -

receptors with the antagoni&t,-MK-BOl, was able to
provide some protection against MDMA-induced
5-HT depletion (Farfel ¢/ al., 1992; Colada ef al,
1993; Atlante ¢/ al,, 2001; Battaglia ef al,, 2002,
Stewart e/ al., 2002), although MK-801 had no
effect’ on drug-related decreases in TPH activity
(Johnson ef al., 1989). The role of NO in MIDMA
toxicily also has been investigated in rats. I has
been repmted that NG-nitro-1~arginine mcthyl ester

U~NAME), an inhibitor of NO synthase, protécis

against the neurotoxic eflects of MDMA via a
mechanism that involves temperature-regulation in
vivo (Taraska end Finnegay, 1997).

‘Rolc of Hyperthermia in MDMA Nchrotuxicity

The amphetamings, including MDMA, are known
to cause hyperthermic responscs (Nash e al.,
1988; Gordon er al, 1991; Daficers, 1995; Dafters
and Lynch, 1998). A nuwmber of drugs that atlen-
uate MDMA 1oxicity also prevent the marked
drug-induced hyperthermia. Specifically, 5-HT,
receptor antagonists that block the hyperthermic
response also protect from MDMA toxicity (Nash

et al., 1988). Morever, preventing the hypothermic

responses produced by kelanserin also abolished its
protective effects (Malberg ef ol., 1996). In contrast,
some agents, such as fluoxetine, that provide pro-
tection against MDMA peurotoxicity do not block
the MDMA-induced temperature increase (Nash

ATt
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et al, 1988; Mechan et al, 2002). The evidence
suggests that hyperthermia might be a member of a
complex set of events that paprticipate in the toxic
cascades caused by the drug! ‘

It js interesting to note that interactions between
the hypothalamic-pituitary-thyroid axis and syno-
pathetic nervous system might - be involved in
MDMA-related hyperthermic responses (Sprague
e/ al., 2003). For example, removal of either the
pituitary or thyroid glands was shown to prevent
hyperthermia produced by drug treatment (Sprague
et al., 2003). In addition, the use of antagonists of
ol and B3 adrenergle receptors was able to attenu-
ate. MDMA-induced temperature increase when
used alone and could abolish the thermic response
when the trugs were co-administered (Q.l)xugne er
al., 2003; 2005). Of further interest is the report
that the skeletal muscle uncoupling mitochondrial

protein 3 (UCP-3) is also involved in mediating °

MDMaA-mediated hyperthermia because UCP-3-
deficient mice treated with the drug showed blunted
hyperthermic responses (Mills ef al., 2003):

CONCLUDING REMARKS

The emphetamines have a long history of illicit
use among the various classes in societies around
the world, The abuse of these drugs bas continued
unabated inspite of the documentation of the clini-
cal and basic toxicology. In this ‘review, we have

. presented. evidence .that _oxidative and- excitotoxic - -

mechanisms, hyperthermic responses, and other

metabolic processes are involved in cansing the

neurodegenerative effects of AMPH, METH and
MDMA. In addition, both AMPH and METH
have now been shown to cause cell death in vari-
ous regions of the rodent brain via mechanisms
thut involve mitochondrial pathways. Moreover,
METH-induced neuronal apoplosis appears to also
be dependent on the activation of caspase-12
through the endoplasmic reticutum (ER) death
pathway. More recently the Fas/Fal receptor-medi-
ated cell death mechanisms were also shown o be
involved in MBETH toxicity.’ Microarray analyses
have also documented the involvement of molecy-
lar pathways that were not initially thought to
participate in mediating the effects of these drugs.

" Thus, modern neurobiological techniques are offer-

ing more information on the nefarious offects of

JL.L. CADET et al.

these drugs. lt is hoped that this review will provide
a substratum for other investigators to-build upon.
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10-JUNE SUBLETT - VI
Now, you also testified on direct examination that Mr.

Olsen was sitting under the kitchen table wﬁtﬁ his knees
drawn up and he was crying, right?

ves.

But then a Tittle bit later on he says he Tiked killing
people, right?

No, first he made the statement, and then a little while
Tater he was sitting underneath the table crying after
Michael had left and went to the store to try out credit
cards and buy us juices and pop.

so Mr. Olsen liked crying, sitting under the table,
hugging his own knees. Is that what you're saying?
I‘was just telling you what happened.

I mean, that was Mr. Olsen's reaction to the murder,

APRIL FRAZIER/Cross (Mr. woodrow) 628

‘right?

I believe that when he said the statement that he Tiked
it and would do it again that he was trying to impress
Michael.

in fact, Mr. Olsen was acting so scared, so panicky, so
upset that Mr. Sublett took him for a ride in his car,
right?

Yéél Everybody's emof{bns were up and down, up and
aown.

But Mr. Olsen liked killing Mr. Totten, right? He liked
it?

MR. BRUNEAU: I'm going to object to the
page 30
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10-JUNE SUBLETT - VI
Yes. |
Now, I met with you in the jail, right, with my private
investigator and your attorney, Mr. Meyer?
Yes.
And I was there. I said, you know, my name 1is Richard
woodrow, I'm the attorney for Mr. Olsen, right?
Yes.
And the interview started about 2:45 and lasted till
about 4:30 or so, right?
Yes.
So we were there a good two hours?
Yes.
and we talked about everything about that case, right?

No, I don't beljeve we talked about everything.

But when we were there talking, you never said anything
about Mr. Olsen saying I like ki111n§ people and I'm
gonna do it again, right?

NO.

Were you saving it up?

I was answering thé questions that you were asking.

And I never asked you a question like what did Mr. Olsen
say?

I don't believe so.

Nobody did? The PI didn't either?
Not that I recall, no.

Page 29
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9-JUNE SUBLETT - V

* that right?

Yes.

And when you got to the room, what did you three do?

VWe11, we started drinking and getting high.

Getting high on what?
Methamphetamine.

And during this period of time when you were drinking

and using meth, did the subject of robbing Jerry Totten

come up?

It was a couple hours after we'd gotten there. First we

were going to just sit back and get high for a little

bit and then, umm, the subject came up.

APRIL FRAZIER/Direct

How did the subject come up?

Umm, that was Chris's favor I guess you could say in

521

return for being bailed out. He was to he1b rob Jerry.

and he was to help rob Jerry, and what was he supposed
to get out of it? Wwhat was Mr. Olsen supposed to get
out of the robbery, do you remember?

The money that it cost to bail him out.

And this was payback for bailing him out?

'Yes.' -

and was the -- were any plans discussed between Mr.
sublett and Mr. Olsen about how to do this?

The exact plans were not discussed in front of me.

Do you know whether or not Mr. Sublett and Mr. Olsen h

Page 95
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any conversation about the way things would happen?

Yes, they did.

How do you know that?

They spoke about it in the other room. we had a
two-room suite at the hotel, so I was not in the room.
Now, you were aware that a robbery was supposed to take
place?

Yes.

And what was your part in this crime?

I'm supposed to go over to Jerry's and finish the
Taundry that I had started, and that was the way into

the house.

A1l right. And who did you discuss -- well, if anyone,
who did you discuss your part in this plan with?
Michael.

And do you recall when was it that you had Teft your
laundry at Jerry Totten's house? Wwas it after you came
back from Reno?

ves.

and would that have been about the time that you were
supposed to cook dinner for Jerry but didn't?

Yes, it was also during that day.

A1l right. Now, did you -- did you call and let Jerry
know that you were coming over?

Yes.

and would that have been at the casino or do you recall?
Page 96

522



10 .

3!
12
13
14
‘15
16
17
18
19
20
21
22
23
24
25
26
27
28
- 29

30

Ottachmany 13
Case Number 07-0322-02

Statement of Aril Frazier
Page 35 of 46

Chris started crying and he was sitting on the floor underneath the dining room
table and I just kept asking him, “Are you okay?” are, you know, I mean, it really
‘seemed to me like he had flipped out, psychotically flipped out. He wasn't
making, he was talking but he wasn”f saying real words. He was sort of
mumbling and crying and I said, you know, “Michael’s probably going to kill us
both if we don't just finish this,” you know, and he knew that, and... um.... S0
while Chris and I were talking Michael was outside trying to start Jerry’s light
brown truck. Jerry owns two trucks and the light brown truck was the one that
Michael wanted to take, but it wouldn't start. So after awhile of him being out
there trying to start it, he decided to get the other truck. So he started the other

truck, Michael did, and backed it up to the carport of Jerry’s house, which was

the backdoor, and he told, while he was outside doing, messing with the truck,
the moving the truck, he told me and Chris to get Jerry’s body out to the
doorway, and we couldn't. Chris and I tried. ‘

How did you try to get his body out?
Um... Chris... Michael suggested that we take this table that was like a plastic

buffet table, big white long table, and put Jerry on it. That would be easier to
scoot him than it was because we tried. There was no way, Jerry’s a large man.
There'’s no way Chris and I éould have carried him. No way. We tried to, Chris
just tried to lift him up at first and couldn't even budge him reélly, and um, so we
put the, Chris and I put the table up on the floor um, in front of the recliner and
Chris pulled Jerry off the recliner and onto the table.

So uh, at this time were you able to see what Jerry looked like? I mean, the

blanket was over...

The blanket slipped off partially and I could see his face from about his nose up,
but I wasn't really Iookihg hard. I did glance at his face and his face was purple.
So Chris got him on the table, and uh, how'd you get him out of the house?
Well then it wasn't as easy as we thought to slide the table either. It was um, it

 was really hard. So it wouldn't really budge um, we had a... nylon, yellow nylon

strap that has metal hooks on it and tried to hook that to the folded legs of the






