3. olmesartan DEFEHP Ap ~DEE

A [ty of call fysate)

A tmotimeg of cell ysate)

Losartan: APPWiHEKZ83:A 140

Losartan: APPwiHEK283:A fd2

Olmasartan: APPswe/HEKIS 1A L40

At (tmolirng of cab Iysate)

Agi (hmokmg of call hysate)

Comcentiston] M)

Losartan: APPswa/HEK291:A[40

A [frmotimg of calt hysate

Concentratian] My

Losartan: APPawe/HEK203:A 42

A (Tmobimg of cell lysste)

. - -+ &
Concertraton ;M
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AP A ER S (ISR SRR S
TIiaf F—=LRCHTHHENE SEPEREH

RN—F 2V UREORT7IOLf FEBRV Y XY LM VEB

A& SR 4E F
BEAHE WEES SRKFRFREEL - MEHRESE ENF)
KEBFRE BT, NBFRI, BRI NARET"

*ERRFRFRMEL - HBREE (FENH).
AR ELRA R RE R - 5 BRI

WREE BAEOFELFRELLLIHBEEMEBTHET LY A{ v—§F (AD), L E—/MERIZ M
fE (DLB)ORFEICIE, RO BT I oA FEA AR a v X7 LA Y EA (aS)DEHE - EMNEE L
BEEREZLTVWDEEZ OGN TV, IHEOEEME TR, i i—F Y 5 (PD)ENH PD 21 R0
HipnT, L AD BRLTFT ZLBRHRESLER SRS, ABR(1-42), AB(1-40), kFaS OREE Nk
ERIGFRAEERHTTHRIEIL, Zh 6z 6 FIEOF PD EM#{LE% (dopamine, selegiline, levodopa,

pergolide, bromocriptine, trihexyphenidyl)Z N L, AP e, &1 aS MHEFR - FLE(LBRICRIET
ek Er, ohéxrks BFHEHAM  FRTFHOEMELZHVTEFLE., FOE.

trihexyphenidyl LISA@ 5T PD BB L B4 18, IREEIRAFIEIC AP B R Ut a S B ZH0H| L. BEAFO AP
B, R RaS BIEEE2REEL LR, HICmVER L5 L= 01X dopamine ThH Y, HZHBE (ECso)
ITARKRECThH o7, AP & oS IxH 2 BEIMEIEHOMBBERIIZRWVEMEAR L H L, RO
EREFIC A aaEEA B, “hoOH PD #iX, AD %, LBD, PD &\ =~ a-synucleinopathies @

Tt L OEREMRRICAT THAREES FIZ DEEESH D,

A BREE®

T I onA =—FF (AD), b E—/NERIGREE
(DLB)ix, BEEOFEELRRE L 7o S e R
BThsd, INEOEBOREIZIZ, MOMEEME
RSk 7 o4 FEA (APYEE - EMt (ZA)
LB X7 LA EE (aS)EE &
f#f (Lewy bodies, Lewy neurites) 73 B% 72 # ¥l % R
fLTWaLEZLNATWA, £/, DLB, 73—
X V9 (PD) LAz aS ERIBA LR AER
[2it, EREERE MSADHY . ZhbinT
hLBRERTH D, TEDOEEHAETIE HLPD
AR PD BROBZLET, LAD BRLRTZ
ERSMESRTEBEERATWS, AR TIE. =
NGO PD %4 AP, KU aS BEBIZ T 5 1EH
DEELERMTAZILEZBNE L.

B. IRAE
AP(1-42), AB(1-40), lUfaS #EnFhAEK

FfET CHREE (BHERR) RUAREELRSELR
BEARICREMILTEY, Zhoiz6 D
FiPD #E Mk 44 (dopamine. selegiline. levodopa.
pergolide, bromocriptine, trihexyphenidyl)# &0 L
TR ET- . EERNGEROBRM CIL. K
RISHRIZBWTHR S AP BfE, ETaS
BREE SR ELERE (FA7F 00 S/ FF
Z7E-T) ZRHVWTEEAICER - &L, |
FHAEL - FFROEMBIC L ABERRICTE
ERAIIREHNT L1z, S50, AEEMEHOREDN
Tit. FREERERIZBVT, FERICH PD #
DEERBHRED R EE(LERIC OV THRT L7,

(fm B i~ ELE)

fREZ L,

C. ARKE
AT L~ PD EMELEHD 5 B

trihexyphenidyl LL # @ dopamine, selegiline,
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levodopa, pergolide, bromocriptine |3, /& /et iz
AP(1-42)##E. AP(140)REDOES - MERIE,
EUas EESRICEAR Lz, £6IZ, Zh
5 @ trihexyphenidyl LA#+@ dopamine, selegiline,
levodopa, pergolide, bromocriptine |34 #efett iz
BEfED AP BR#E, BT aS BHMEZBI (L L, HlaE
WiEAX A EE L, BomWEREZT Lzoid
dopamine T 1z, FOREEIMKIRKIE ECs 1T
Ap(1-42) 0.04 mM, AP(1-40) 001 mM, aS
0.53 mM, BEHEERLEEMRIE ECso i1 AB(1-42)
023 mM, AB(1-40) 0.21 mM. aS0.91 mM T#h
N, WIFhbEHRMBRETH7, A L aSioat
THREMEERAORBESE ISR VEES 2R
Lbhiz,

D E%

A BfF 48 T trihexyphenidyl LL 4+ @  dopamine,
sclegiline, levodopa, pergolide, bromocriptine 7% i
HRAFHEIC AP(1-42)BREE, AB(1-40)BRHE. KT aS
WM RIMEER AT A L2 RHLE, &6
iz, BEicR S h - BRIKE AR EET 5 Z LA
B s, ZThizkbv, #i PD KB LML
AP U aS (Zxf LB BEEMEI1ER 2 &IT
FTZLEBHALIIRo T, TRHDEROMHIEME
212 AP(1-42). AB(1-42). aS THRUVVERAZ &
HHENTEY . AP BERMAE & oS BEEMEH ILFER
DOIERBFIC L5 REEYEDH S,

E #R

i PD M L &%iL, AD <, LBD, PD, MSA
& 5 7= a-synucleinopathies @ F i35 L TR S HF3E
BZEICmi CH LR ERSFIC 23 TRERH
2.

F. RERKRNEE
mL

G HIRAE

1. RXEX

1) Yamada M. Editorial:
Anti-amyloidogenic/protein-misfolding therapies in
amyloidosis and other protein-misfolding disorders.
Curr Pharm Des 14: 3203-3204, 2008.
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2) Ono K, Hirohata M, Yamada M: a -synuclein
assembly as a therapeutic target of Parkinson's disease
and related disorders. Curr Pharm Des 14: 3247-3266,
2008.

3) Hirohata M, Ono K, Yamada M: Non-steroidal
anti-inflammatory  drugs as  anti-amyloidogenic
compounds. Curr Pharm Des 14: 3280-3294, 2008.

4) Hirohata M, Ono K, Morinaga A, Yamada M:
Non-steroidal anti-inflammatory drugs have potent
anti-fibrillogenic and fibril-destabilizing effects for
@ -synuclein fibrils in vitro. Neuopharmacology 54:
620-627, 2008.

S)AHETHE, \UHE(C: M7 IaA F-7rXF
NF—, EAGEXEL () 2 WEPH > FT
w2 128-131, 2008,

6) FOB, IWHEC : BT I oA FTr¥231F
—E TN v —TR. BHEBE 52: 266-272,
2008.

2. #ERR

1) Yamada M: Cerebral
Epidemiology, Clinical Features and Genetic Risk
Alzheimer’s
International conference on Alzheimer's disease,
Chicago, USA, 7. 26-31, 2008.

2) Hirohata M, Ono K, Morinaga A, Yamada M: Non
steroidal anti inflammatory drugs have potent anti «
Alzheimer's
Association, the 11th International conference on
Alzheimer's disease. Chicago, USA, 7.26-31, 2008.
3) Morinaga A, Hirohata M, Ono K, Yamada M:
Estrogen exhibits anti-amyloidogenicity for B-amyloid

Amyloid Angiopathy:

Factors. Association, the 1lth

-synuclein fibril effects in vitro.

fibrils in vitro. Alzheimer's Association, the 11th
International conference on Alzheimer’s disease,
Chicago, USA, 7.26-31, 2008.

4) Morinaga A, Hirohata M, Ono K, Yamada M:
Estrogen has anti-amyloidogenic effects on
Alzheimer’s p-amyloid fibrils in vitro,
International Symposium on Innovative Brain Science
for Development, Leaming, Memory and Autism,
Kanazawa, 7. 17, 2008.

5) Yamada M: Cerebral amyloid angiopathy at the

crossroads of stroke and dementia. UCLA Medical




Center Seminar, Los Angeles, 7. 25, 2008.

6) B ER, /ABFR RS, FkERE, LEIE::
NSAIDslta-»RX 7 L4 »RABEAKERES &
UREEEREZETSH. B 49 O EEHEFES
e Bk, s, 5-17, 2008,

7) #RkER, BOMER, BPR AL, IWEIESS: &
AT ACLDPT oA FRHERR - hE
B LOFREELEM. B 49 BB ERESE
£, BRIK, 5. 5-17, 2008,

8) Mk, NEFEE B, HAME, LEELS:
NSAIDs I a-V X 7 L A EABEMEERE &
UAREEEREZFT S, 27 BB EXBEHES
ST S, HITEE, 10. 10-12, 2008.

9) FRkHER, MR, BFE RS, IWHE((S: <
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AharopT ol FREEMR - hEDN:
L OFRLEREM, B 27 B B AROEESFWN
L, WITHE, 10. 10-12, 2008.
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A @R R MBS (BRI RT )
7304 F-YRICMT2MENER SHEFRRE S

lipid rafts ICH T2 EEREFROERICOVT

R AR KR BREE A

EARg*, HESERT, WEHN. A RET, PHET, ELART.
G B

*BLART KRR

g lic )
e [EF7EE

HEEE $EMOBIL AT O—VIFEDNT VN4 ZT—HAD)DERRATTH LI &, Z0HEMHE
T 5 statin DIES5 2 AD OfclR e+ @HA S5 LS, ADIZa VAT - LABHEREETH S
FEZONOSDOHE KA IIWT I 04 FEFIL Tg2576, MEGHMELL % T % TgTauP301L, Lewy
AR AR BLT 2 TgaSYN # W T lipid rafts (23175 AB, tau, a-synuclein 38t & O BIER & BE
L 72, Tg2576 Tit AB HROEBEMA 5 AB oligomer A4 lipid rafts |2 FH R & Flkh L 7-7%, TgTauP301L
B LU TeaSYN I2BWT b FhZFh tau 5 X UF a-synuclein H7f lipid rafts (ZHH L 72, Tg2576 (12 L
A7 0 — N EHES T 2 L lipid rafts |2 AB oligomer 251 L 72 NPC1 KO (2 £ % I L 27 0 — ATH
W12 lipid rafts |- tau, APP, GSK3B, a-synuclein DFEMEILEL, ') » BAL tau BED pretangle H i %
FlEEE L7z, MLEOMF S S Lipid rafts 3 EEEEEFROGBERMBHLTH), 2L AT -
BBz 1 lipid rafts 123517 A AL X {EHE L, AD pathology # {2t 5 W REVEASREE S /2o lipid rafts

2B 23 L A5 0— Lilfid AD 7% FE N EBORAKNEREICRY I EEX LN,

A FREEBER

FEER @I L AT O —VAFEIR T IV A=
—HAD)DfE K F T (Anstey KJ, 2008), {G#E3E
T#H AstatinDIE5- 17 L > TADDFEFE R & b 5
%4 Z & (Jick Hetal. Lancet 2000)7* 5, ADTId 2
LAFO— W HmENHLbDEEZLNL,
i - Pmicrodomain T & % lipid raftsiZ ABD B
H: BT (Wahrle S, Kawarabayashi T,2002) T, ## i
EHEMAI Tdh A = & (Kawarabayashi T, 2004) % =
hEFCRLCEL, SOFK4 37 304 FEF

VTg2576, FEIFEAHEZ L % B A TeTauP301L,

Lewy/IMESEE AR % BT 2 TgaSYNE IV T
lipid raftsiZ 33V} 2 AB, tau, a-synuclein#fit & O
FEBA L7z,

B. AR Ak

1)Tg2576 i % 1% Triton-X A 1) MBS buffer T 1 IFf
[} #*4F 7k £ T dounce homogenizer T homogenize
L 724 27000 [0145 10 550 {E#%U T LR & B 72
BICAY ST L HNT4C, 10H5gT19

REMIELL L, lipid rafis £ S &G W L[, £5
fij 2 v T western blotting 4T\, AB D414 %

FRAT L 72 & 512 8.5 AMD Tg2576 ¥ 7 A2 3
LVAFO— L (%I LATT—)b, 10% fat,
2% sodium cholate) (n=5) F/zliza ¥ bo— VL
(n=5) % 6 WMHESG L7z, &G5HRICIYES LU
PRI L, MEAEBEZTE % AB @ ELISA B U
western blotting Tf##T L 7=
2) TgTauP301L B £ TF TgaSYN & Eh T ho
nontransgenic littermate @ i % Eito Hikic TR
i AEHE 42T T43 L, western blotting T tau ¥
& U a-synuclein @ 5445 % #E4T L 72,
3) TgTauP30IL v 7 A [Zfifa=a LA FO— )b
%08 E % & = § Niemann-Pick type C1 (NPC1)ilt
{%F-knock out mouse % §fiT& b, TautNPC-/-
(n=4), Tau-NPC-/- (n=3), Tau+NPC+/-(n=20)% &
O TautNPC+/+ (n=20) Tau-NPC+/- (n=3) ,
Tau-NPC++(n=3)% {720 i 2> & i HEME 4381 %
% L, western blotting T L7z, A5
paraformaldehyde [E5E/37 7 1 » @HEIH & {EB

— Q8 —




L, fEREETTo,

(e m~nad M)

AL TIEE KRRV OT, SLRTKE
B EBRGHEEEICE -, B ERTITEE
EROBIEICERELE,

C. IRKER

1) Tg2576 TIZABH OB K06 H kb 6
AB oligomer7: fiiélipid rafis |Z ¥ 2 B 46 L
T WL AT r— L RTg2576 Tl b
o — L R ¥ 5-Tg2576 | H ~ T R§ AB40,
AB42 @ B & Fdlipid rafts 43 @ 1~ @ AB
oligomer® iM% 1=,

2) TegTauP30ILTii34 A A Slipid raftsiZtau
OEMA Y, Nk & F(Tlipid rafts 77 il O
taufTHI N L 7=, TgaSYN TiENonTgiZ b~
Tlipid rafts~®a-synuclein Ff > 1 01 & 38
BHi-,

3) Tau+NPC-/- Lk F ¥ b B T 14 0 0 Al
&R PP AR (TS R L, FPAE MY
AIZiElipid rafts® < —# — T& % flotillin
DOE[ - £iZtau, APP, a-synuclein® & i
Bz, A{CFHIC R lipid rafts 5|2
iau, APP, a-synuclein, ¥ L Ttau® U
{EAE# TH AHGSKIBORIMEFR D=,

4) NPC--IZ3AMRLLEEZ LhizvizD,
NPC+-TENLIEOMERIZ L 5BM E1T
o=, 204 A H# Tau+NPC+-Tii Y
{ttau B fE pretangle S R Ml L UF 7 U
THIRLICE S b, E{EA Iz iXlipid
rafis 47 B ~ O ftauds L U B {Eau
OHMEED T,

D. E¥

Lipid rafts ~| F #L# 110 transgenic mouse E7
L EFORBEER (AB, tau, a-synuclein) D
MHyBd LN, Tg2576 Tk AB IEMNS
oligomer ##%ak L TH# M L 7=, & - T lipid rafts (X
B OB (R o0 3 B AL T H D A REMEAS
TANT. #aLATFo—A&EE Tg576 T
X, B A8 O L #IC lipid rafts 43 @E~D
oligomer MM L=Z L LV, MaLAFao—n

SrEEF R S 21

(L AE 23 A4 lipid rafts O #AK % % 2 T AB oligomer #
HmEsEsL0LEZLNT-.

TgTauP301L < 7 % & NPC1 knock out mouse &
O E 5Tt lipid rats ~@ tau, APP,
a-synuclein, % L T GSK3B DA 3o 5 &4tz
pretangle FER D{EHEA D -, ZD Z & 56 NPCI
B{ETF @ loss of function (IZ L5 T L AT o —/L
EREFEIT lipid rafts ICB T AEOEMAREL,
AD pathology Z (B4 2 alfEtER e 5,

E. &R

Lipid rafts |38 AEH RT3 BBRAERIL T
HY, 2L AT o—AUHEE L lipidrafis IZF1T
LEEAEM AR L, AD pathology % {2+ 5 aJ
REMED S A, lipid rafts (281 5 = L AT o —/Ll
13 AD 72 KRR BOBREAERIEICLRY
25 LEZLNIE,

F. EEEMRINE
L.

G HIRER

1. WXRE

1) Ikeda M, Kawarabayashi T, Harigaya Y, Sasaki A,
Yamada S, Matsubara E, Murakami T, Tanaka Y,
Kurata T, Wuhua X, Ueda K, Kuribara H, Ikarashi Y,
Nakazato Y, Okamoto K, Abe K, Shoji M: Motor
impairment  and aberrant production of
neurochemicals in human «-synuclein A30P+A53T
transgenic mice with a-synuclein pathology. Brain
Res 1250:232-241, 2009.

2) Wati H, Kawarabayashi T, Matsubara E, Kasai A,
Hirasawa T, Kubota T, Harigaya Y, Shoji M, Maeda
S: Transthyretin accelerates vascular AB deposition in
a mouse model of Alzheimer’s disease. Brain Pathol
19:48-57, 2009.

3) Xu W, Kawarabayashi T, Matsubara E, Deguchi K,
Murakami T, Harigaya Y, lkeda M, Amari M,
Kuwano R, Abe K, Shoji M: Plasma antibodies to
AB40 and AB42 in patients with Alzheimer's disease
and normal controls. Brain Res. 1219:169-179. 2008.
4) Sasaki A, Kawarabayashi T, Murakami T,
Matsubara E, lkeda M, Hagiwara H, Westaway D,
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St.George-Hyslop P, Shoji M, Nakazato Y: Microglial

activation in brain lesions with tau deposits:
comparison of human tauopathies and tau transgenic
mice TgTauP301L. Brain Res 1214:159-168, 2008,

5) Miyashita A, Arai H, Asada T, Imagawa M, Shoji
M, Higuchi S, Urakami K, Toyabe S, Akazawa K,
Kanazawa [, Thara Y, Kuwano R. GAB2 is not
associated with late-onset Alzheimer's disease in
Japanese. Eur J Hum Genet, in press.

6) Kawarabayashi T, Shoji M, Plasma biomarkers of

Alzheimer's  disease. Curr Opin  Psychiatry
21:260-267, 2008.

2 PERER

1) Kawarabayashi T, SeinolY, Wakasayaly,

Watanabe M, KimuralT, Suzuki C, Tomiyama M,
Matsubara E,
St.George-Hyslop P, Shoji M: CSF tau correlates with

Ishiguro K, Westaway D,

brain tau in tau transgenic mice. ICAD2008, Chicago,
Jul 26-31, 2008.
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A (%8P 4174212 8- - 2008 £ 8 H 22 B)

2 EAWEER
2L,

3. F0h
7 L.

100 =




AT B FHEF R R wlBh &

TIivoA F—YRIZMET 5 WEIRHE

HEFEEERES 22

(BETE MEHR R S AR BT 25 - 3)
MRS

BIEA FLRICEBEES 70T 21 RIBHEM

BFEHE EMRE AEKFEKESRHPEAR

EEEFEE MERTS Y, AR

PR FERESRAEEAR, *TEEA - fiiEE 7 — R 2R

MEEE BERAbPLRE, TAYNS~—RIZEMTDH7 I 04 FPEB(AR) L OB M) TEH
ENRTWA. £, ABEAICEDA T 7T—¥ Thopt s L¥—HEBACEl) Lyt 7 L¥—E(F L&
=Y (PSHBEEHE)D, IEHRT 7 FEPRIERAM FAA VIZRIEL, £ T APHREEMICELEENSD
ZLEMTEBERTWA., AT, b PRRFEMRAE SH-SYSY Milud H\WT, BBkA FL2ABHET
& % Ethacrynic acid (EA)DBRMHBIEEZ 7 ekl aZno0t 7 L —FICRITTREBELRM L.

EA iz LY, PSImRNA, JEEZ 7 o PSI HAMHML, HEEHE THAS NACIZL Y Z o
i X, BB R b LA, PSI RAOERMME N LT APFEAICRMEAICERT D TREMENE X

=% 1%

A BREM

T I A = —4F(Alzheimer’s discase;AD)IEH
BEOEMEOEL 250 HREHRKERTSH
5. FORBICITEEFAALELRL VA, AD B
ISR b LA — B —RFEHERE
FROHEMAED Gh, AD FHE~OBEA F L
AOBEERTFEER TS, #iC, AD BICEM
TAHTIoLf FPEAAR) EEIEA L AITEE
ICHM LTy, REICHNEEH S - L HBHEH
ENTWVW3., ABIX7 2 04 FHilRAEADRLE 2
L& —+¥(BACE) byt 7 L& —B(FLE=) >~
I(PSBEAH)IZ L AR e GINFIZ L 0 ARk &
na. &k, BlkA L RIZEBZRBDOEZ L
F—¥ORBLTNEEShZD, TOEMITE
EAATHS. £, BHZ7 bEERDa L
AFO— )t A7 4 TABEICEDR AL
iZZhbmEs LE—ER ABRBIELTHEY,
ABHER 7 7 F TEEMICEALESNS Z LT
BENTVA.

ERFRR, BIEALLRICLDERZZ O
BACEl L U*PS] #AEOE(LZEBT L, AD#R
BBliB T A28ER FLr2OBRBOREEICES+
HIELEFHME LI

B. IRAE
1. MR P L RIZLHHRA BACEl B LUyt
7 L2 —EEHERDOEL

b h R MIE SH-SYSY MMulc, BibA R
L AW TH % Ethacrynic acid (EA) % 30uM, 20
AR L, MRNEAHOELEY= RS T
ay FMRETTTRN L.
2.8{EX FLRICLEDEEHRZ 7 PO BACEL &
LTS Ly —EEAKOEE

Al % EA THLEL 7=, 1%CHAPS Z&tes
v 77 —TCHEL, MEEEARELEICZLYS
EL, #ESAET7—RE 7oy MEET L.
3. BBfEA FLAICE S PSI BEAMIMZAT 55
R iR

#fE Z FRE{L T T 5 N-acetylcystein (NAC)
2mM T 8 BEIAIALE L7-%, EA (30uM)% NAC
CmM) & deic AT L-. MIRAEAEDS S OB
EEARZELEICIVEoNEET 7 FES
Aoz AE T oy MR L.
4. LA L RIZL 3 PS1 mRNA O L, Hl
B O R

Hif%& EA (30uM)TC 16 Refjins L, #fat o
PS1 mRNA L +</L-% RT-PCR i CHBIE L7-. &Iz,
#Mif & NAC (2mM) THTAZLERTE, EA # NAC &3t
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IZAM L, PSImRNA LALEHfIE L.

(e m ~OEL M)
fijE e L

C. MIRER
1. B{tA F L RICL 5HIBEABACEIS LUy 2
L& —EHEEOZEL

EAA®IZCLY, BlkALLVAT—DI—0D

heme-oxygenase-1 (HO-)DE I BHSFEH Iz,
RIEFIZ, PSIE A L~ LA TS RB I

LarL, oy s L ¥ —¥E¥EHEEREF (=4 A b
U i, APH-1, PEN-2)*°BACE1& B L <L C 1221k
AEDENLE T
2. BERAPLRIZLESHEHRZ 7 FHDBACELE
LUy Ly —FHAEEROEL

yE 7 L& —PHEEETFB L URMEBACE]
FEAIX, EICERE7 7 FESICRELTWE, £
7=, EAAfIZLY, IREZ 7 FESOPSIEA L
SNADFELRENAROERTTE. LaL, fltody
7 L7 —EHG KA FRBACEIEB <t
T Liehore.
3. bR b LR IZX APSIEAMIMIZ &4 5 Hime
LB E DR

NACIZL b, EARFIC L 2MMNE L UHER
Z 7 FlEi4yOHO-1E [ O NAmE & h -, FEF
lZ, PS1EE OIS MK S,
4, f{LA F L AIZ L BPS1 mRNADZE{L &, Hilk
L E DR

EAfIZ L D, PSI mRNA L~ Ui o
L7=. £/, NACIZ L ¥, EABFIC L APS1 mRNA
L~L O A I Sz,

D #®

Fox TRFRIZENT, B{ER b L ARBDH
BFMAO BACE] 5 LU PS1 HEKICEITTE
BIZHWTEHRN L, £ LT SH-SYSY #HifR 2B
fbA FLABETHD EA THOEELHEIZ PSI
mRNA, EAIMMTH Z &, Z oML
MEATHS NAC IZXimflEnsZ L& RHL
oo SHICEEARZZ LI, BHZ7 7 FEZICHT
5 PS1 HEAMNEAAMIC LML, FoRiing
NACIZL WKl Ehd Z EbBBENT LUED

SHEBT P RS 22

FERIL, BMEAFLAICLVEET 7 FOPSI &
HORBRBHMPBZAZLEFBLTWA. 20O
FBE 7 7 FizBiT 5 PS1 &AOHMMZ, yEZ7 L
& —EOEHEZN LT APEAZRMEEZT
EMEA S D, BBEA P L RIZLD ABHIM® A 4
=XAICHELTWDATHEMERE 2 b,

E. &#&

BitA ML2AMETHDS EAARTIZLEY, IBH
77 bo PS1 ERORBBESRINL, HELHET
3 NAC 2L b FoRmTMmfl sz, BEA
b L RiX, PS1 EEORBBMMA T LT APEEIC
M- fERT S AEMELE 2 bTz.
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7:64-65, 2008.
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+ >~ 28:699-702, 2008.
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52:307-313, 2008.
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