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Review of Evaluation Indexes for Phase Il Clinical Trials of Anti Alzheimer’s Drugs
He Haining, Wang Tao, Xiao Shifu
( Department of Geriatric Psychiairy, Shanghai Mental Health Center Affiliated to Shanghai Jiao Tong University School of Medicine, Alzheimer's Disease and
Related Disorders Center, Shanghai Jiao Tong University, Shanghai, China 200030
Abstract: Alzheimer’s disease(AD) is a neurodegenerative disorder characterized by impaired cognitive and daily life functions. At present, it
is believed that the pathogenesis of AD is caused by a great deal of apoptosis of the neurons, which induced by the entanglement of senile
plaques formed by [ —amyloid protein deposition and neuronal fibers induced by highly phosphorylated Tau protein. In addition to the
commercially available cholinesterase inhibitors and N — methyl — D — aspartate receptor antagonists, a variety of AD therapeutic drugs, includ-
ing a kind of pharmaceuticals with completely independent intellectual property rights in China, have entered phase Il clinical trials in the

past 20 years. This paper summarizes the current evaluation indexes of symptom —based drugs and pathogenesis —based drugs for AD in

phase Il clinical trials.
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BT 7R P U R (AD) S i 2 3B AT PR , I R R 30
HEATHEICAZ TR A0 H AR IS DURERL T, oA M2 &k
TR AL 1 A WA o HATIA N, Ho BEBLD O B — 3EH i
(B - amyloid , AR ) ik & 7 A= Fil Tau & 3 FEBERR 1k
T ATy DX AR B Jo () 4 282 o 5% ik 25 2k 1 AR TR
SEUR BT AL SAE AN L S RE R A A 0 i T
Tau £ 1 BEREIR AL T B0 5 X R 2 TCEF 4R 25, i Jn
SHEHZITTRH T F AT, S5 E A 25948 B1R (FDA)
HEUER AD WG R IG 7 24 ) 3 2 H 69 g 1 490 46 50 A
N - HBE - D - RE R (NMDA) 3Z AR5 5177 268 . 1
ik P 410 o) 7] Dk 2 FLEL P i 7 i 2 fh 1] Bt ) £ B L
B, R R B SRR PR AD I — 2R 2
NMDA SZARSEHURINE T M A eIt 3R 5, i 3 4 i
FE5R DAL , T 2R W2 S W X 2R 25 )
YREXTAE B0 AD B AR B B IR T g, B JC S T 9
AD P50 JERR o AR EEXT AD 55 BRATL I 1) B 25 00T &
PR AR BERA S AW AW 5P A X AD B2y Il
H PRAIESE J7 38 v B B PTG 48 bR A T A o

1 St3HERBIZ5 4 I EA I R 52
1.1 BEHESEGHD &5

FE IR AZ B8 BE i 28 TG R 1k 1T 3 B0 T KRBT R
DX i iy IELA, R 2 i S5 5, S M CAZ RN T fg o Rt
5] 2 f e s Rk i G ) 2 P LBl ) 3-8, BCAT T AD
HIA RBARTT T-B o 55— i %) IR i il 41 i 550 7 b 5
M, ZJE RS 28RS R BT 22 s

R AR (1,2,3,4 — UG -9 — M IE) &
A~ FDA L TI697 AD W25, J2 nl 33 vk 2 e RE A
P T8 0 141 390 by TR R L Wl SN S AN R
N, H TR T — I s AR (RE2E 6 ) Z e I
I R AF 5% SR FH BT 7% 9% 0 R 6 T 1 % — A BB 4y
(ADAS - cog) | Ilfi PR = Ui %o & {4 o 3% D 42 0F Al i 3%
(COIC) 2 F =7 sk dabn , & & B ST RE R & &R
(MMSE) | B /K 2% i B8R 17 8 it & - 3 0 5038 4
(ADAS - noncog) . BT /K %% ¥ BR 7 17 7€ i % (ADAS) | i
frtEzEiR £ (PDS), T H %k H % A 36 fg h1 & &
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45BN G 4] ADAS, PDS, IDAL 545 09 ek 36 2940 T
REFIAL, MMSE #9238 9 41 0] 25 5% oA 243 X B
S ERZ PRI (FFEE 12 JA)H 468 ] 5238 & BE ML 4
Sy v 7 6 2H (4B 557 B 80 mg/d) L b A K 56 41
(HEFEFHEE 40 mg/d) ATH AL (HERF ) 20 mg/d)
22 FI 4L, R ] ADAS — cog. i PR B2 T 5 i GCIC
YE o 32 297 R 48 A, Kk ADAS - noncog, ADAS,
MMSE, BERHEPERE B CGIC Fl PDS AE K B 7 RUAE bR,
S5 ADAS - cog i R B2 VI 22 (1 CGIC , BB 5 1
(1) CGIC F5 b B 2O 7 70 79 12 AR 800, Ly ) 2 il g
LA b 3 TR bR e B B A T R AL Hp A T
G RIS R F CGIC (AT fig i it 32 (CASD) , & 4F
JAENGR A 2 )% (IQCODE)E K E 87 8de b, %
FHl MMSE | & 4 i % 2 22 (ADS) | OB & 3 %2 11 GCIC
ZG 1T R (FCCAME IR BT RE b, 285 Rl g0 4l
CASI J¢ MMSE #8 #r  ei 36 B A T4 B3R 41171, CASI
SR O I PR UE B 5 S Ak il M SO AR e g
3 A Je B A DA o 4 3 AR 00 7 T A A RS DR 3
AT Zd.0iR56 1 IQCODE &R AE i mtal (7 > H) N
VAl AD B3R IR 1 G OB A B U ADS 3R R
T 2%, ToEA% CAST FI MMSE — A% K6 5] 47) 45 1) 5 f
DIfeEAL o 3¢ 19 TG R34 663 il 32 1% Bl AL 43
o E R I 4 (EF R 120 mg/d) R IR 41
(HEFEFR 2 160 mg/d) F12E R, SR FH I PR 22 0 X el
R ENGEA (CIBI) L\ ADAS — cog . FCCA 1F Jy =B IPA
548, K ADAS - noncog, ADAS, MMSE, BAREERE
(GDS),1ADL, PSMS, PDS P-4k H # A= 1% A& 1 , R FH IR
HIEE N COIC VAR BRI fg , 25 L B, r i 9%
fili 8 b 347 3% B 3 700 8 40 280, ) o i 0 A BR
ADAS - noncog, ADAS, MMSE, GDS 4 (1% H: i1 48 #5 114 2k
HWTFRERA,

ZRWRFT & HAT 2R J7 & fe @ 9 AD JRYT 24
Y1 FDA #EFHIR YT A& R 10 mg/d, &84 HL X SRR R
FH 23 mg/do i F IR ) 2 45 URST AT REAE AD J5 WA
Bl R 9 17 B 003 i IR o T AL ) 55 [ 4% R EE AD
S B RUE X BRI 2R FH ADAS — cog Iifi AR 2 I X 2
1 ED G AL B 3R (CIBIC plus) 1E 2 278845, #
MMSE | llfi & $ 2% PEA i 26 (CDR - SB) |, H % A= 7 it %
(QOL) VE M K Y7 AU A8 AR o FFEE 24 MBI R , 243
WRFF 41 ADAS — cog, CIBIC plus, MMSE, CDR - SB 5 5
W I T2 B A FR L 15 MR iR, 24
R 41 ADAS — cog, CIBIC plus, MMSE $85 47 4 2 3% 1] i
T 22 B 20 1 ADAS — cog P35 4 43 WA KA I IR
B AR AR 23 52 B 50 B A 5 0 G SR e
A, U2 i A0 2 BB A B W i i /D, TR UG 3k O AN 2

2

— A BHE BT ST 7 1 o H ADAS - cog BER A
MR AN, B 24 A8 o 1 A ™ ER T2 B AR, AT
AR AR A B 2 AR, PR GIZ AR AR TE SR AD S A
{157 08 . R IRZ O A X P B AD B R S
B 32105 43 o 8 700 i i 3 4 (10 mg/d) AR i
41 (5 mg/d) Fre Bt 41, Rl ADAS ~ cog, CIBIC plus
VB YRR FR , R A CDR - SB ARSI 1) H & &
I 16 37 A (IDDD) L QOL A iy U BT 34 48 b , 45 S i
7, B4R B 40 A9 ADAS — cog, CIBIC plus 48 b ol 35 14
LT 2 RGA A, I R BB, CDR - SB Al ID-
DD R/ T RO SR A2 T BT R EE AD B
R 2 ok ™ B A5 4 3% (SIB) WA A HI D) fig , CIBIC
plus TEAEEARTIRE , MK A9 ADCS - ADL - severe (modified
Alzheimer’s disease cooperative study activities of daily
living inventory for severe Alzheimer’s disease) TEfifi 3L A
FIIZ 2R DI RE , MMSE |l 24 it 7] 46 3 5 7 3% (NPD) LI
PR & A B G2 k35 2 2 (CGT - DA N RT3 46 b o NPT
A A T RE ) PP A 45 SRAEAL X R AN 2 s LA S
AR 285 2R 22 S AR O, TE X% 28 B B EA T 7 RO Al I
TG TR AR

T == At A8 BE AT 0T T A A S A
8 5, 2 T JEL B 2 A ) o7 2 S8 T e (R 6
J1) 8 T 488 e R 1 vofg 52 30 B AIL 2 ol s 1) i X 0 4
(32 mg/d) &) SR 50 21 (24 mg/g) ML R4, L
ADAS - cogll, CIBIC plus fF 2 F 297 20 46 #r , DA
ADAS - cog13(PE/M B 0 ~ 85 43 ) \ADAS — Cogl 1 B3
(=0 4rEi =4 43) FiR D AEIFE i % (DAD)E N
WEST AR, 2 53 A d5c 28 W89 1] (observed
cases, OC) Fl & 1] ¥k 4> #r (intention to treat, ITT) 43 Il
AT GEH B SRR P 22 Al BSR4 TE 6
H i} ) ADAS - Cogl1 J% CIBIC plus 24 3% ¥ W] &4 T
XL, R IS 41 AE DAD B s B B A8 TR R
FIZHUT RR2k 2 48 A ARG 50 2 B, R S A 2= Al
BREAE Z2 R b B AD S A S RE AN H R I 3 0 ik
TR R, BEARAE T3 il L MMSE JE T2 A%
YRy BT AR AE AR, L DAD i 15 15 00 PE Al g - St
T OB (APAS - CarB) | 75 & HLAH A %L . MMSE £ 73
Y OCE S 3R Bs o BT X EEE AD B84 1156 LA SIB
Je MDS — ADL A 2y 2 %37 4l 95 45 , L SIB 1 73 Al
MDS — ADL XM U EREAb G b , 45 R R 78 26 5
I 0 2= Al B A SIB Y23 2l S a2 o) SOy
W3 18] BE ) 3273 B35 P 00 T 22 St R 41, T MDS — ADL
P G AN W, S 0 24 A B RE A L AD BBE
FINRIDIRE  H T k3 H O AR RE e,

REALTT - Y IS0 AR 3 6 I B, R AT ks
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B RS AD BE A D RE FRE AR D) g . — I 2 Pl
10 1l ARk 36: 7, LA ADAS, CIBIC plus, PDS 15 730G
flida AR, 25 LW, m R 2 AL7E 26 AR ADAS 3% |
ADAS P35 =4 43 19 32 104 o] L CIBIC plus B0 T %
BRI R ZATAIRIT ) AD & B HI T RE 2 3L
AT PR B O ADAS JEATIEAN S AL Al 1T A
24 JAl ) 1,28 43P0 F) 1 AR A 9 o PUURSE SIRIE FE X
ALY sl e N S B v o i W P 5% s
PEBALH B AR , A RE FOCH P ROEAL R AR e 145 31
W IZ AR AR RE DR AR AR B T B I e 4R A
—E MG IR .

ARSI o —FhE S i T E R N B2 i
AUAZ HP AR R BT R AR DI, A R e R R
F14) v X HE i P ol At 7510 o ) oA B ) U BB B2 8 )
AT BRBEDL IS, R 5 IR ) 8% (WMS) \MMSE
KA N2 3% (HDS) L ADL &Il 52/ 3% (TESS) Lid 42
T (MQ) FHPFAk I A FH 1 Ho At 52 35 3 4 A V7 RO A
FabR, 45 R, AR A 3 S C I T e R
15 I RE T 851221 0202 5] 22 ot XUE R R 56 oR
ADAS - Cog, MMSE VAN FIZIBE , ADL P4 H 4 A2 1%
TG SNAE T, ADAS — noncog VAR IF 8% A7 A A0 HAt AR A0
BEAS , CIBIC plus PEAS BEATFRL,

1.2 NMDA S{RIEHH

L4 NE—FhAE T gt NMDA ZARF5EH7] . NMDA
ZARW KA iz R AR A AD KRR A B R £
BNy PR 2 0T, ok B SR il 5 RSz A g
SEC 2T, NMDA J& 45 &R 1 fill sz k2 —
I, =L WIRTE R AD BIIRIT 259 .

X B AD BE I, SR H ADAS - cog Fll
CIBIC plus 1F0 E2I7AL4E R, ADCS - ADL, NPI, MMSE
ISR H 2 % U5 T #E (resource utilization in dementia,
RUD)E R IR BT 3R , 25 SR 10 2 0 22 T 7R A AH L
B, AR AR AR JO W] 25 R Y Dy — e R E
JE AD BB 1R W FE SR DL B dE AR, 20 R a5 4
ADAS — cog, CIBIC plus, NPT $5§ %5 i 24035 20 T 22 B 7
B X S EH (EE RS AD BE SR, >R T CIBIC
plus, ADCS — ADL, ADCS — ADL - sev 1F Jy 3 %7 338
PR, FAS, NPI, RUD 1E B IR 297 848 o, 45 % il i 2
CIBIC - plus, ADCS — ADL - sev, SIB 48 b5 el 35 ¥4 T %
JEFRIZ Y JRUD B FEVEAL BOREE B 4G 00, Bl i 5
HECREE () S5 A PE DT IR BRI AR 2 55 A A OGBS

AD A SCHAE MO AR AR B R I, NG I T BB
() B, o3 T A B L S A T M AT o R
U, f 7 EEORS O R 22—, L R R S R KA
K, ARy B 2 1B B o B A R A TR A 9 o

255 o — U B0 P e S L AT R B A B R (e Lk NPI
Sy =13 43 NPLIR Gy / B AT 4 = 1 47 ) 14t
X B AD SRR NP AL AT N B 5 | SIB PEAY
T\ %01 [ B, CIBIC plus, ADCS — ADL19, ¥ & 17 Jy 1] %5
(cohen — mansfield agitation inventory, CMADAE IR EYTF
BRI E S T N St I W e s N W= =L N O P )
KA F RN
2 SEXTRRERMLE R I HA I R A 5T
2.1 SREAHIHAR

AD KR AL P e 32 0 FRS R e R RE AR R A 1
Pi, X —FIR R NN AR 77 AR K BRANT-  B T R
i & o 1985 4F Masters 25 R I AP J& i 45 2F 4t i 2%
(1) FBLLER Y 0T LK, RS &K BE AR 7E AD 1k 3
R IE T E AR A TSI AR ULEUE AD i
AR B 4R A& P Z AL PR [ AR 2 2R %
S B0 R I e [ 3 f o DRLT, S AR B AR L
AB THRER PR AE E 2 B & oc 5 AL T AD
YT T 1] A WF ST 2B, bl R 1 i 2 45 R 1
B Tau F1 12 - kDa 55 4544930 5 BE2H A Bl B2
BELZ A B, I H. Tau 8 H B ILERE S AD 1Y Ih KA
TSR RN BT 73 AR B B A R BEAA A IR L 3X
— AL F A AD I RAEAR B 20 4F Z ik T i
T AL ] Tau 25 (G I7 W TR T AT SR AL T
Y%
2.2 3 AR MLHIEIHTE M BAIfG PR AU EE

solanezumab : J&—F IR PT AR H g FEHLIA , i
56 I AT B o A RN P SR E AR Hl A R 22
F 50 ) A0 JE G B 1 A R AL I W R K SR
ADAS - cogll, ADAS - cogl4, ADCS - ADL, CDR -SB,
NPI, QOL — AD, MMSE Z84F R 7 HOFAl Fa bR , 45 SR W
solanezumab AR AEHE E 4 (P AD BRE TA IR 1A 3
AE1 1A 1 F B, solanezumab X FG 41 HH 2 B AD i
FOINHIREAS B s , A B R R R B g
MLE AR FIRK A AB A2 fLIEBH | solanezumab [H4E H
B O AL VE AR IR, L, W AR R R R
e PRAE AR T AT T30, A RE A 25 A IR 4 22 95 05
PERRCO JETF DL RSS2 R | o B AR i
TTVPAL , 42 B A8 7 AR A IOt ARk B T o )
RIS X PR EG P R BE AD BRE AT T AU A
Hr, 45 201 | solanezumab 356 2H A FN B RE 1 21 (HJ)
ADAS - cogl4 Fl ADCS - IADL $8 45 B9 F [ ) A% T 42 Jit
FZH,{H CDR - SB #(3% LW i 22 5 . CDR - SB W43 i
W 5 2R ViR G 286 VR A AU D g1 45
S5 RGN o A R %) P P A (H PR A 3 TR A I —
SOERR T, R RE R P A R — Bk %
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T b7 BE T G Ml S el RT3 IR B 2 1) APOEe4 JE (R 4
i 2 LS B 25 AT AU U Tau 28 IV BE R
UEH] solanezumab MR A FR I Hi i YT A%, {H BE ML 5 3
AW bR A RS G RV Tau 2 MR BT B
ST 5 KM Tau 25 TR G, AT 77 5 221056 1 ] PET
o R il A 1 O 2R o JE 2 MIRT A6 e LU 4 fii 25 4
At AR 38 22, 1T 18F — florbetapir — PET A n] #2141t
T AR A BRI AR DT AR B TR Al A5
solanezumab YE NPT AR FRTEREPUIR , FTAAE R A AEA
AEZ B 24528 (R0 i A ZHBR IEAS 2R BEZR PET
S TR 43 BT s T A R BE P, A4S 19 PET Sk
BIHT R, 25% R AD B8 SLR BV M ke Ik 42
FIPE , solanezumab X 3X & A HEAS & 30 1 It PR %502 AT
DU, TR U R 5 R B P 5 PR BB e — 2 407
HLBE A BA AT RENE IR0 32 10 R 22 [ g Il HAth 24
Yy, 3kt TC i A B PP A 992 solanezumab B BHINYT
R, 3 2 HAR A I R 7 R, PR I 2 ) i PRI v
PR AL AR E 5 B A%, B R 0T T 245 5 5t ]
2503 BT 258003 B A Y B AT RE R A8
bapineuzumab : 10 & —FEE FEH]T AR I N - K
Ui FE) P ST R BTAAR , BRI D BRI OTEHE AR i BR"P2-3,
1T #1358 i 71 , bapineuzumab GEVE 20 ik B 5 R 1k
Tau(p — Taw) A WAL EN S R EE AD JBE 1 T
It PR 12056 22 B, a6 4 I PR Y7 8 JC W . 202, APOE €4
HE PR AT ] WSS B A W b AR R R Y A
ZARH 10 APOEe4 FER 5 # (LU F#R O 1 41) #il
APOEe4 & AR5 & (LU R AR A 2 41) , BEHLKE 1 4173
R R RGN A AR IR 4, 2 2155 R L SRR 2 IR o
T A A ) R 4 4 R R, W ADAS - cogll,
DAD, CDRS - SB,NTB, MMSE, DS #E47 PEAL B, 1 41 A1
2 H e 20 5 2 TR R A (B X R B 2 2 S o il
M) JE R AT, ¢ 5 ) i bapineuzamab f8 5 205 By AR
JORAH G A s K i 45 ), BT AF 5 3 B A
T2, MO WA B B 2 AR 15 25 BRI,
T A BE A B I PRI 8505 WF9E 32 W, bapineuzumab XJ 5
1 AR BT e T T 4 2 ) AR AR T T
1 ; bapineuzumab A #8 [ 1E F F 8 AR 0 A . 5
solanezumab 1356 ZEUIY 2, 36% APOEe4 LR E #EH
HRITERFERR BT, H APOEe4 JE[R #5747 & O JE 2k AB
G TR &, AR AE B — e AR IR R e BE BT A
IV FIRE AL, HAR LKA —Boasi i 0 45 R 1 ) 5
PEAEARR B — TE KD FE IR 5 BEHT A A9 1 R 1K o,
B AR BHMES B A AR HE, FLTF 58— FH %
{ELo AR RS, AR BIPERY BB U575 5 Il IR AD 12 I8 44
AN, $R HoA s B AR e S BON FI R, H B - 38

4

o F KB s B BTAAR IS 25 o X6 3 2 R 3 2 TEAI o %
w55 1Y f5 22 4 B, >k T V'C - PiB = PET £ il bap-
ineuzumab XJ I N AR MIAE F B, 45 R R B, TR 7
APOEe4 JE R85 & 2 , 38 /& APOEe4 K&K AR 4571 &
2H , bapineuzumab #BfE 7l B £F 44k AR RO 4K L2 UTRL, 2
XFE TR AR TG Ak SAE ] o ki 8 A A 25 R S HF T
bapineuzumab B 27 128 I il S5 F 1) 35 1 FAE 5, AT 0722
LAl AR DURR A BN o (L 25 520 1 Hl 57 s R 24 ) 2 15 2
KB AR FEAT AR o Grimmer 557 A B, 7R L 2
AERYRE T, APOEe4 5 DR 54 & A9 B2 5t ' C - PiB -
PET {55 16 A [F] I S A7 7 25 7, 2 W] APOEe4 e [ X}
AB MUTRRA RS2 R L, 7EFEZR BT Al APOEe4 JE
IR HAE D o AR AT Ge it o0 2 T AT Y o B T
DI b AE 52 EOE TR R 7y I EE s, S5 229 ) a3k A1
() 11 49 3 56 [R) FF A 31F B bapineuzumab (115 PRYT 2%
5 EREEAH H %5 7E PiB - PET 94 1t R K 8
HOF N 1) 22 5%, X 55 i PET K& (I REAS ' A 2 —
TE R R ARTEL R T AR MIE B AT 9, Bk
J& bapineuzumab 55T AR HE ] L v B BT A Y T i R
I, YA EE BN R T R A B A, 38R 22 05 ik
5 o 5 A T A2 A, a0 R AR AR R AD A
TR AR BHPESE TRV 2, B SR R T AL
AR A R B R A BOR TR 388 LA BB R
FIWTFRAE EEXT AD WA ERHLE 76T B, R4
552 TR 2H 8 53 2% S v] RE 2 Bl P T 1) SEE - T 3 A,
G E R BRI T TR R DG L T A A IR

5 RE 25D AH B, 6 AR B Y 24 T4 i PR 1K
gl AT Y bR B W FISAR 22 T8 bR o B H 24 3L
il , AR YRR AR T O IS AR (AB40 AT AB42) ki T
AB(ABA40 FiIl AB42) \Tau & I (N W Tau KW p -
Tau) , AR FUTAIE 0] L@ i PiB - PET k45, 5215 2%
P2 E I IS MRI I 18F — florbetapir — PET #2fit i3 # 45
BRTE I LR B AIF 5T 2% o5, (k0 Jo] 300 448 P, g 81 45 o Dt [
PR L AL A BT 20 B 23 I PEAL 8 A P R
AL SR AL P R A A A A e VR T A4 B
W0 EAZ 27 GORME A SR A F s A] e O g0 2o 78 v i 24~ Bl
Vi T PEAl  BESR AL AD £8 35 M2 AR B4 3 1 Jie (1) #H
KAFR
2.3 % Tau EAVLHEF R I HlE R 5

LMTM 7 14 50T e PR /)N BRRSE A 1) i 6 v il S5
N Tau 2 H R LW EPEEIHIH] . 15 D H 19 2 0 bl
BLXT BERCE A7 %8 BRI 0 A i 25 SR 2 W, 1 4 741
I LMTM 7T A PR a5t R s B e gt
1 740 113212035 1 AN R E S HEBR PR 1E S 2 58 By HoAth
AD 259 1) TR PRSI 3 1 A — 20, B 7 =1 4%
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BN A HEBRAR A , R ER T i 70 o 1) R AT 20O Y i s
G 1 R IR (1 ILAE , 5 HE R A [ A 25 3 itk
B 3238 TR AR B B X sk S 75l A A
IP ) s T R (B2 PET K4 (/K SF-HE T 00 )2
BEAIL 5341 X BRZLAS R 58 A (0 2 A0 R 25T 4 m,
H 2 Wit , 259 4 5 54252 75,125 mg,
H 2 I Al R bR 5 0 58 o Hof AD 2591
I 397 1 PR 3 56 #H B, 3850 T ADCS - CGIC(Hi ADAS -
Cog . ADCS — ADL F1 MMSE £HJi,) . £ 55 MRI -4 Gl &
ey A R SN TR AR N R SN £ 713
(P52 B Tau 25 BEBRIL Tau 1 ARL —42) G50 %
B, LMTM {1E R 2 rh BE AD B i B Iniay7 Iy e,
TCHA I RT3 1B % e 5] LMTM 5 HoAth AD JAI7 259
(A AH B A I, 6 S i LMTM. 5 5 91 25 30645 17 4
WG, 45 LW 7R B AD B b, B g ] LMTM
FH LG I T 25 00 SR 3 W08 0 R a0 T B0 ) i 5 45
T Ik 2 2 B B84, ADCG — CGIC 1 MMSE $F43 i 3
W, H 3 MR S5 R — B0 B2 &0 R R
UEB, I3 2 45 AL HERR T 25 9 WSR3 A 22 S 00 SR
AL A A 0 i 08 245 4 e B, EL D DR g — 2B (R i B 4R
K, WLE 50 BT, R BE R0 X Tau 54 55 P /N RS 7Y
AR DA TR i 22 453 1) 08 052 W 43T, MUK 65 D B A 0
TR AR EAE T, LA R AR T e 25 3 85 iz s
(1) B AV 2 15 5 i) FHY R S 3 93 A 55 LA [l B A7 A
SEGRE R R HoAh AD 3697 254 S AN B AT
FE 0 T F R N ) 5 OB 1 Sl AN ], R
AD [ APOEe4 KPR 4547 2 19 L1 A1, A
fth 3G Y7 7 S8 1 A T RE G I R . HL 2 A LMTM
IREAS S ARG /0 L PR 80T AN B TE 11l Hh i 5t
SUER]  LMTM Ay —87 i SR #E m /R FH T AD Ji 28
TG R 25, HOR Y77 3T 5 — 25 1 T IR

B UESE
3 NG

XFE 259 19 TG PRI 56 22 3% H ADAS (43 A1
T4 FAE IR 4> ) \MMSE K CIBIC plus 2548 bR 3EAG
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