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i E . PR RIG IR (Alzheimer’s disease, AD) & — Fi i WL #h &2 1B 47 M i, DLIAME M FE B2 B
(amyloid-B, AB) JURAMINL A P& LT YL SS9 - B HRFAE. AD RRALE AR 824K W], I Hsh = A4 20 5
MR Z W77k, AD B A4 fE R L H S (mild cognitive impairment, MCI) Fl#i & (dementia) Fir B4
SR, B IT MR A BOH. VAR B A DAAE B2 R E W IO TG R R B AR, Rk, B R
AD AEWhR BN IR £ F) AD B AR AR YT MCL B B EEIIGIKE L. 5B AD FTREIEL
SR VAL, AD AE9h5 EXF 7T EEEPTE AR FUEFIISE [ (tau protein, Taw) FHAEAH SCE T-55 5T
ZICXTIE AR AD AEYIAREIRIZE A SRR S ARk s 5 T TH R T 2RIR
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Biomarkers for Alzheimer’s disease

ZHAO Hui, SHEN Yi*
(Department of Neurobiology, Zhejiang University School of Medicine, Hangzhou 310058, China)

Abstract: Alzheimer’s disease (AD) is a common neurodegenerative disease characterized by the occurrence of
senile plaques containing amyloid § (AP) aggregates and neurofibrillary tangles formed by hyperphosphorylated tau
in the brain. However, the pathogenesis of AD has not been fully explored. Due to the lack of effective early clinical
diagnosis, AD patients usually miss the best treatment period since patients tend to seek medical advice at the
symptomatic stages of mild cognitive impairment (MCI) or dementia. Biomarkers are molecular signatures and
indicators of normal biological and pathological processes. Thus, the development of AD biomarkers has important
clinical significance for screening early AD patients and timely intervention and treatment of MCI patients. The
majority of biomarkers for AD has focused on the AP cascade hypothesis, hyperphosphorylated tau and
inflammatory factors. In this review, we describe the categories, application basis, advantages and disadvantages of
AD biomarkers in recent years, and raise a few key open questions in the research field.
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(dementia), B A5 F2 £ 20~30 4 ", AD i IR AT
B B el MCT i B (1) 38 I RELE X 45K (cerebrospinal
fluid, CSF) s A 2 B- JE kA2 (amyloid-p,
AB). TE K (tau protein, Tau) 55 K1 [ 42 4k,
UEBY BOA RN ThRE WA SR 7 . R B B
EPERATH UL AD B, ek TmEEH, R
IR G AREAR, o AT H AT S I
AT A, HEREMRAE. SEaUOKRAME, &
AHT. SAEREVIHE AR, 65 % DL B MCI &
Fh Y 32% AR IEN AD HiR M. BT HAT AD
RIRHLEE AR IR, I 8= 20 RS Wik,
E AR L B AR S S A s . SR A
24 i I B FE R (Food and Drug Administration, FDA)
P ALV ) AD Y697 259 BRI B B A E D)
e, Bk BRI 20K Fe N B
P SR, (H FDA %A G e TG
J7 . R AD MR GTEIR 2 V. A ke
AD 23t R 218 M 2 N 2 — 2 ANE 2 AD
WREEFRE B T2 FE Y. XSG PR BUIR B
R EAVLRETF R B SR FEUE. PR AT IR
HI B B MCT B B ks i - B, A A8 7 5 3l
Retfiiz, JEReNG X 0 B H BN R FER B, AT
FEPRHERZYT T B AR S . A Wbr S 2 7] LA
BB, FBR PR AR EBRANRAE . AT I
A B S 3k (A R &R, & TR,
BRI B a0 SR T DL AR I A MR B
T AE FREIR BT I B B MCI B B B9 AD FR 3 7 25
K, TE R H LB R A BT AT S G R T
T, BERKEMEES . BERELBMESHES.
Ak, K AD AVbr EVIRTIRIR Z iR E k5. 24
PIRLFRE AL AD 697 55405 H BRI L.

1 ADEYIFREMLRE

Cliffor £ PV 72 2010 4E %+ AD (1397 K 3t 33547
V344, AN E R (cerebrospinal fluid, CSF) H' AB
K55 B AP SR AR AR 4R R LE g AR AN TE
B AR tau FEE (p-Tau) & & _ETHHIM)H
FACRIE, 2alEME it 851 2 AR SO0
DAl RE IS 38 0, AN TS S A Th e 2R 1, #h2 aAt
WHH, DhREME X 2498, e FEO . #1548
SR ST B AD 5 A8 5 552 00 04 X P R
b 2t Rl L1 PSR VAR O T = = S S AN 1) =N
ARG XK, X BRF AR ThRE P A R BT
T HATER = AD KALEER B UIIES, ImR EH R

P AEAE bR B A CSE AW bR G404 I SR 20 W i
5 A AD.
1.1 ADIEEMIRE R E /IR M

AEAE AR BN T8 B AR ) 5 R 25 A K oA R
8 IR A o SR B R B TV, B RTAEAE bR &
Wiz W7 3 B HE ] B RS AR A K A & 5K (mini-
mental state examination, MMSE). #i 3t 4k il 1%
(magnetic resonance imaging, MRI) #1 "*F #xic it i
S EIRE - 1F BT R ST Z 58 (PFDG-PET) HiR
MMSE & H 8 A AR i A s 3%, 4521277,
SEW I THE ISR B EE S 1A,
Gy F 45 ™. MRI BRI KA 06 X (R T 75 224
WHRERE, Wk E (Rl RN E ). 35 R ES
FEEE M 2= 4 KRS, A2 3 iR K-
PRALRYE 7 "FDG-PET H{A AT LA a2 2 B 28 7T
AR DL, 256 AH S EOHE A T B AEDH VR A A )
W Dy e DX E e AR A, fE— e R R
[X 43 AD FRHELEERE "M, EIR =59 AD 2.
AR AW R Rt T e R, HERR
PR, RIONLLT 4 55 (1) =Forik
JULPAE R KRR AD R 4 s R AEAEH, Mk
T I AE AD BUE RUH AR oA ENE B R
B2 7 0 (2)MRIL PET WA KRR K, A
e XTI FUN G BE T RE I R 5 (3)MRIL PET
SIS RS . SHORE . HUR TSR R
AN, o 5 B0 1 B N TR 09 3 1R
MMSE 5 /HE A P R A6 5 R BT 52 — e 2 FE 1) PR
Hil 5 (4) A eV bR BRI 75 T8 K AD 5
HAtp R S B R X 3 . M2 T, Ak
VIR 2R AR R = S5 s e i
AR RIE.
1.2 AD &¥ir S L RA S

1989 4F, Bliwise 5 " Fl Sharma 2 " PN
FAE RSSO A E RS2 AD AR S
B 124 31 AR 7 000 R SCEARTTIZ A S, H
RBSCEREIRFEET, WA B TR E T
KBEDX I AD 5 AR RAE AR B, i
SF B B2 (plasma total homocysteine). 7 Al 51 i
% (isoprostanes) 25 ", (H R4 0F 70 KB, Eik#x
WA AE B U™ F AN Dy Re 07 I 4 Be gl s
W), BEEOTTRN, MTAKBLEE CSF ML+
AP~ Tau &£V 35 W0 A0 IR AT B B A MCT B Bt
RURTAIN, JEIH2 BRI ARy, fEINFIDIRE
R CSF AR AT B 8 R R 5 Bl S R DAkl 3
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3% CSF o Tau Fh i B8 RIN G5 M 1 S 8 A ——
IXUEEE R A AD REARATEY B ™o DRIk, RN 24
LR, FDA ) 5T 2011 4E, 2013 4E & A7 APy, A
Tau 7] UME ANIHE AD WA EY . 25, AD
AR EWDIE A 5y 2 W B AE W) bR £ ) (diagnostic
biomarker). il f5 B4 A= ¥145 4 (prognostic biomarker)
S, SN, BEE RN T L AEDE BRI E,
MUHERER AR AR H O EE mERE, K
[is; K] T B4 25 W bs 0 (risk factor biomarker) M iz [fij
A, R EUE & E 2 F (apolipoprotein E, APOE)
()& A FE DR RS L 48 DU — s B BE b m] FRN A
B U, (H H AT MR A AD I RIS W bR
Shaw %5 "1\ ly, FRAEA) AD ZEWkn &4 N H
A LA A s (1) BEETI AD JEA (1) 955 BEAFAE 5 (2)
PR NAZIEN s B) 855 T 00 # . (4) ks (.
(5) %oF 5 PRV e M S BBURRE SR 1% 1 5 (6) IR 4 RE il
N AD SAERIVRIT BB : (7) fE— 8 1R I WLh
ST ERIALER . R BIAE M AR TT R LR 2 b IR
[P, (Hag 4Bk AD WAL 2 1E N2 %577 .

2 IMBEADEYRREY

2018 4, e[ [E K2R FLHT - 2 4R RAE T
2 (NIA-AA) BT AD BIAS R BRI & 0 A0 A M b
EM R AR BB AEDIREY) (A). Tau RR
FHRA bR &) (T) AR £EIR 1T (neurodegeneration,
N) AH AW 254 B0y € T B A2 i AR A= s 75
Y, fEFRA ATNY, G K AR RARAH G4
VbR EIENE, AT AR AD i B SRS
o VIR EY R IR AR 2, AD R ERFT B
S, HEETRNS, EWREYK ATN 17
o SRR 5E 12,
2.1 APERMEXEMIFRED
2.1.1 AB,,

1995 4§, Motter 45 ¥ V¢ F Wi 15 S 2 W B 10
%€ (enzyme linked immunosorbent assay, ELISA) J7 7%
Kl CSF w1 ARy, &5, 4R &R AD 5% CSF
ARy, BRI EFE WD, R4 REW] CSF N AP, &
SRR, H AR, FEVERFETTRBEE L 3
S, WOREARARE B st AB PRI L 22, 2014 4,
Weiner 25 " % J)l, AD #3% CSF Iy AB, & &K IE
K 50% Zetq, i ME IR b AD B4 IR #E o
FE 52 bR RIS &30, CSF o AB,, 7 B AR -t
PLAEAL,  H I BB AT 12 WA B R A I S R T
AR/ AByo ELAE IR P24, XA AB,, 2 TE K

SEIRAS B A HAth BELITAS W P AK IR0 R AL 437
WA T ELISA Kl 0% 2, A, /AP, LUAH H4 i
“CSF AD k", L NFEEHAE AD 835 7% 1
8P, BesE A SEHLAG I AD RLIRR AR, RN
4RI S KR . dhAh, BRI R A R
LRV B AB Fr B (IR EIR ABy,) TREH
RO P ESURERAE B, HIAE AD KD i e
B B A A AR, AR I NEH L,
2.1.2 JEMMEEEPET

N H] 11C-PiB (11C-6-OH benzothiazole) B¢
"F-florbetaben Xf AB #HATHE R MEARIC 45 & PET
ARAEME B EEA AR )50 th Hl. XTI
ST R B AD BN AT RE,  HAER T ERA 45 G D Re i
X 2 Wi B e MR 1 PET A A8 I A7 0K
P AD JF MCI 1] AD B4k R B2
2.2 TauRFREXEIFRE
2.2.1 p-Tau

AR RN, AD BN A 1) Tau {5
M -7 181, 231 A7 sl IR IR K AL B AL, A
W7 IN N p-Tauy,, B AERAE AD 194 & B, W
(1) p-Tau % 2% HASE S I Dy RE, EME TP RE
T A B I A g g2, DRI p-Tau 7KFXF T /i
IR B 83 1] AD WSS A0 R AT RE R PP A R SR
5k Sy (dementia with lewy body, DLB). i
IH-J5i % (frontotemporal dementia, FTD). [l M i &
(vascular dementia, VD) &5 H A i /= AN 6], AD ¥
CSF 1 p-Tau 7K-FREmfEdEE I & FTH %), P-Tau,,/
ARy, tWIES AD I REB ™ EFLRE 2RSS, FF
RE T £ 5 oK SR I &K 7 BP9, Apostolova 25 B
RI, p-Tau 5 RS 4 AR BE et # p-Tau
RefE —E R ER R MEi2 I AD, H 25X AD
S FR AR AN R B B o
2.2.2 Tauts HAH>=PET

Tau PET /<57 0] 5 8 4 & (1) Tau R 455,
IXAFAF A FC 3 fe WL 5 3 52 2 1 M i) Taw, A
I3 L2 A 1 W Tau 2R 5 AD IR R P9 BEFEE
B, SxPHEALMIEL, Tau PET 45415 5 /KPR
PE AD B I, HOXFRELSR AT BE t BLAE A N 2D
BE B 15 A RS 46 B BT 2020 4F, La Joie 45 P %
32 kb 7E MCI B B2 5 % 3 (1) 56 % 38 47 Tau PET
MVERFER A PET K0, &I Tau PET X &% Aok
i 25 4 R PN R R B o [RIB, Tau PET Fiiil &5
SR BE AR B 2 AR 5 I R0 RN KT i A S R R,
7 Tau PET {E G 1 B2 y7 T R S A ] gt
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2.3 HETMHHEXEDIREY
2.3.1 t-Tau

1995 4, 44 “INNOTEST” [#] ELISA i 7l
gokAT, FLEEIR Tau BN NEAL, R R RR N 2
Tau 25 [ (t-Taw) 52 *, t-Tau K B A5V (O FESE,
FAXT TN, 2% AD 3% CSF o t-Tau /K-F- I 5
AL Gk, CSF H t-Tau 148 H/KF5 MCI 3] AD
HALHHE E A o Y, {5 CSF W t-Tau fY IE % I ANBE
HEBR 38 5 22 K JE i AD 1] g, 4l DL t-Tau
KRR AD [ %52 WI AR T4 . Schneider 45 !
ZHAE MR I, log(t-Taw/AB,,) fE T 4 A P74
MCI k& &)y AD (it #2, 315 MRI (1 F4r 45 R — 5.
24 APRRIEF H S MRS
2.4.1 AP oligomers

R 2 (R LN, AR TE R Y (AP oli-
gomers) £ AD KJiid FEHE SCHEAEH . AD sh)H
R RIN, AP SEFRY) 251 AD FHH# 2 0 K fist
AT IHAE X AL EZ RN ¥, MRS S ERS
AB Kb S, &K H R 98 (long-term potentia-
tion, LTP) # 11|, B R #1% (long-term depression,
LTD) gl #3, B 9% B ook /s ), Sinha %5 ¥ 4F
BEE A AR 5 Ju N ANIMRAETEAR SR Y 3 e £,
RIHINBARTE A /IR PSR ER . IXE—E
FEFE Fffke 17 AP s an T sdicd F 7% sUAE AN [RI 48 7]
HEATAEIEH] o

frill AD 5 CSF 8l Ml AP S5 E
AT AD [T B2 W — B A TR . HSE
PR A, ELISA B 71586 AUy ik I CSF
B AR HERWEEMSE R, £l
P45 U, Schuster 2 B, T AB 5
RYB SW 2B RARE., WS EICHA
1E AR FARSE IR [R,  H AT B 7 IR HAE
AD g R iZWr ERIPER . HORSRA REfil ok b id n) B,
AP SFERIA R —MRLFH AD bR EY)
2.4.2 BACEIl

VEMFERTARE A B A7 SRS 1 (B-amyloid pre-
cursor protein cleaving enzyme 1, BACE1) 3 % 7F K
it o E Rk, e RNy E 2
[ 3E ¥ B R 44 2 19 (amyloid-precursor protein, APP)
FeA AR fE AD /N ERABERURI R KRN, e R
B M ] IE 5 VS IR AN R B A 22 0 S AT AR 3
BACE! 2#, #fEill BACE1 1 fii /& i i 48 fin 4ih 48 5%
fuli BRI AB 177 AR T hnSE AD R RE B FREL,
CSF 71 BACE1 BHL L7 73 7 H3% VE A2 AL 5E 75 B T

I AD JRFER K JE . AEFERW], MCI #3% . AD #4 .
15 AN CSF fifii 2% N BACEL 3 PR & &K
Yo . G B RS E 1) MCI B AD (25 A
Eb, Hi MCI iz ¢ ] AD %48 (1) 58 3% 1) 1l 3 BACEL
WEPEE R B, d BACEL Xk AD R E#H B
IR I PR A 1E
243 APOE

APOE JE 45/ 2 AT ) AD XU TR0 A= 04 7
Y. APOE {&ift AP A2 AM&E It B, B AP 5
RAEMAUEDS, H AR, KRR T APOE &4 %54
SER R, o gl T S AR, W i s
[F), APOE &4 &3 Jik [R5 00 IfiL i 57 F% (blood-
brain-barrier, BBB) 5 B T3k A AP F37 4 B
TATHHAR LY, APOE e4 441 H AD K[t
50%, APOE ¢4 #+& T APOE 3 NRFEIMRZ A
20%~30%". {EIEH Z4E APOE o4 Hiititirh, st
SKFEFEL) CSF AB,, BEAI/KF- 2 IEAHE ¢ TI{E APOE &4
FHPER AD B, %4 5K 5 CSF Tau & & AH
K PI X4RIR, ¥ APOE & CSF #% .0 EWbs W
giatill, Befgdtm AD B Im PRI 2 W 2
2.4.4  WIIRRETABES

PR 8 (Kallikrein-8, KLKS) & —fift L5
WAZIRI R AR BAH R R E T . BhSeBiE i, 7
Ji5 P9 4] KLK8 ZRIE 7] LABHAS APP N L, feit AB
5 1 v R B AT B B PR AS SR R KLKS 7
RERATHT B3 CSF i Thm, R AD 4]
AL MCI B R R = T AR, R HATH
ARERH] KLK8 7E AD w73 1AL, B ILAE Dy 540
AD AWhr EWTE IR IR E 2207 .
2.5 SRARINAESS VIR EMRREY

AD FE R A 5 X Ao 22 T8 R A AE 5
HHIY BB R AR AT A Y Sk BB R, Tau 48
SERAEL, R ZE R AR N AR RS K 5%
RHENEY] RN, Ak sh A7 BT TR H2s b
EIRIT DRI A . BT, RAAE A bR
B ZANG HAMBE TR TR KL, R RAE
Hllm R HRCR -
2.5.1 SNAP-25HlIsyntaxin-1

R Ao 1) 45 5 R A 328 75 22 R /DN Y 55 % i i e
BEAT IR RO AR S, O R SNARE &5 H
(soluble N-ethylmaleimide-sensitive factor attachment
protein receptor), T EAL TS Al /N 1) SNAP-
25 (synaptosomal-associated protein 25) Al fi7 F- 58 fii:
AT JEE 1) syntaxin-1 5 i ik FH 38 R T 48 5% B
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2O PURR B AD B RN AE AR LR SR Ak AR 1K
FHISAE, H SNAP-25 il syntaxin-1 78 7 JZ2 115
EYETIE® A, 1MfE AD J MCI 4 CSF # & &
B 2 T 0 2 90, Ohrfelt 45 ) F¥ % 17— Fh H
TVl CSF H SNAP-25 £ & [f87 1) R i ELISA i
g, XPOTVEN LLEHERGX 4> AD 3. MCI-AD
B AR . 4k, Ja4k ey MCIEL AD ik
HILRE IEH MA) CSF 1 SNAP-25/AB,, At # Ak 3E
JRH B E T E Y, 4% SNAP-25/AP,, Al B8 FH T4
O A R R MCL R AD 38, AHEITK
N AD s B REAS I R A= AR B
2.5.2  Neurogranin

Neurogranin (Ng) 7£ 7 JZFlifg 5 M a E M40
I, 2 A4S 5 E (calmodulin-binding
protein) 2 —, Z 5% filj5(5 B4k, 7E LTP 35 3)
it EEEA . BRI B AD KRS AD B,
KB 2 AN X ) Ng mRNA 7K T [t 46 i 385 10 177 328 37
Wb, Forh AD 2 S AT R Ng & 200 B R RE,
A I e I [X 2 ik 15 JEL A 330 R B0 A . 2014 4,
ADNI HL# " WF9TBf vy 4 45 R I, AD 4053 CSF
HH ) Ng B e N B R BEAC s e MCI i, i
Ji& 7y AD 1 N BE 1) CSF 1 Ng 21K T HAth MCI &
s OO I e g SRR B N NN A TR0 5 95 ik
H—@ R E FReT R 2R S . ) — Wi
FEoR, RIE CSF i Ng fIAE 4k K 7] LLIX 4 AD
BE M FTD g ), Ng 5 HAbAEYbs EWBA 1§
FHTETR A AD #3577 A BRI R AME -
2.6 RRIBRUARRIE S RFER M E YIRS

% PP 2 40 i35 %15 TREM2 (triggering receptor
expressed on myeloid cells 2) & H, H5%ZKERE
GG REBRTE AR O g% [ B, AD HR 3 i TP S 1
T B A DURRURD 32 22 A AR 1 ] R s /DN e o 400 i
I TREM2 FRiA385a 1 5K, AD F.4] TREM2 & Al
AB & —[F ETF, J5 0 TREM2 i B 300% 5 80U/ %
G 58 % BB 2 8 3 Bk T 7 A B0 R O miE R R B
TREM2 6 2k BEAR T /N 03 40 B R A2 30 26, 2857
JBZ J55t 40 Jf 5t A0 35 APOE 7 P ) 5% 5 JEE 4 4 45 Wk 1
. 40 T SDF-1a/CXCR4 /15 1/ i Jo 4 o
PAEFH 5 Be IR I H AR by R B B fr 35 B ke 1,

Ef g ANAHLEL, AD 2041 MCI 41 CSF ]y
ff) TREM2 (s-TREM2) W75 F+m, {H AD & 40
IfiL B A% 41 i TREM2 mRNA J% £ [ R 1A 5 3 8 2 7
B, X FRARG SRR ) R TP 2020 4R,
PSR 2H 43 I3E B CSF 1 s-TREM2 )& 5 Tau

JrE S AB DT EA IS, JFH CSF H s-TREM2 /KF
U5 B FHER W E R IEASE P, e
% I, s-TREM2 REfE NS AD HBE IS5 .
27 MERTHEKXEGRE

DR 454 85 A (heart-type fatty acid binding
protein, hFABP) & Co LR T (15055 A= W bs E4) . CSF
HhFABP & S AR T LA ALZY,  (HH R IR i AN B
B P, PR 2 B HoAth B 52 AD A5 N IX ) ZE 4 R
J&. CSF H AB,, ¥ &5 hFABP & A7 1F i3 5K Hk
CSF hFABP 1] L) Jz Bt AD 53 X6 K i &5 44) 1 5,
B B3 AT T A s U M, 5 — T
meta 4> H7 &7~ CSF 1 hFABP 5 AD iA&N[ER54 %,
Ifi IfiL 3% & hFABP 5 AD ¢ B T AH 5 U7, X 1 B
hFABP £/ AD AEW0h5 40T e 75 B AR RE 2 A A il
FEARPAREREAEH . 75100 149 /> AD 3. 92
AN IEH NHIBEFE F, ok f# B CSF hFABP [X 43 )
B0 IR R s S M 43 i o 57% A1 35%, {H 454 CSF
LR EVILR TG, BUREE SR R W] 4
W ZE 83% FlI 86%7,
2.8 BRLEBAXEMREY

B R IBAT MR I AR I ™ H I B
THEZEL. B8 H (brain and muscle ARNT-like 1,
BMALIL) 2 AR R EH, A
IESE AP JIRTERE 7= 140 i mT BLiS 5 BMALL [£f#,
Ak 51 AT T RIA AT AR T BRI R
TEENENIAR NIER] AR MIER T T [AFAE
HEAEAEA, HEPRAI, AD BEMNAZ BMALI
AT IR AR, R T BRI REL T
TERWIRAENLH] ™ LT BRATEZRELZ AD MR
RIE 225 BB i, G FHe RS TS
A LAE Dy AD TR0 AE bR &4, RXIE TR EH 248
ARSI A PR ARG PR 36 UF o
2.9 [MBHEXEDRE

CSF fUE A BN A AR &, XA — &
FREE FRHAS 1 H A AE SR ATRY B SN HTIE  -MCT
W DR IV ) 2 B I 2R AR ERE AR
W54, kR RS TAES ) . Nam 2 B
X IR 2H . MCT 2H A2 B i R 41 A 5 34T o 4 4
(IBEDTIT ST, RIS p-Tau & & TS5 MMSE 75
9 TR S A . I ph & 22 32 B (neuro-
filament light chain, NfL) 7£ 5<% 1% AD i AR 117 B Bt
B B TE, RIS 3 b N 2 548 A0 22 WA It 3]
BEO% UG AL 2B RE R AT B Be 1) MCI 3k J o g 38 2

W& L AE bR SR — e Pk H ok,
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[zs] / TSI = VI N SIS B H AT G e TN
[18] / HTHERERE HION it MgneL, e nep-d
[08] / / A L 2 A=A I'TVINL
[8L-9L] / K HION S EELTT dSD d9vdH
[sL-zL] 5 W A TN L 4 [ HTHENEEZ HION peEURA ERNe) TNTIL
[69-L9] / PITHFHEYHE HION B BE ARG dsd UrueI3oImaN
[€9-29] / T DN B> AR TR G 4SO [-urxejuks
[+9-29] I EMQVLTE [ R TIV/ST-dVNS T HION B RE AT RG 4SO ST-dVNS
[6$] / T Yk it v dSD AT
[Ls-96] k5 4 gt B / i v VN 40dV
[+5-z¢] / YT HERLRE HION i v dSD 190vd
[6v-97] BRSNS / [iEdt 4SO SIOWOSI[0 gV )
[1¥-6¢] H K ) K (Y v/me )30 T HION i Bpne], 480 AR N
[8¢-9¢] / L o A AL M i:4 10) )\ i Bfne e Lad3CcHy Bl el
[se-peea] FHEH o MY 2 [0 v/ e -d LT R AR AV DN i e, dSD neg-d L
[ze-1¢] / B AN MY IO it Mg v WY LAdEI 5 R s
[ve-12] T s T IV /v 7 e RN Nl it v dSD “dv v
Wirxhg Hir oL 2 44 Y 3 W7 2 AT 3 B 37 P e S [y 28 (141 i B HY Pl g ey

o KGR Y FEAVEE, 12
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1L 05 J5 5% 14) A7 555 3 P 050 A= P s 6 D T I R 1
BRAL, RN RBEAE&RER. LK, 5
AD 5 BELAH OC I — L8 A= Wb E W S TEAN A R IA,
S0P R I 45 F At B — 5 . AH T bR &
) G AR B e, H Aok R 2 (R 72 4 IE
G 5,

ALV B AD EYbr EYE B B I
1,

3 XTAD £ ¥FREMRIITEN MR E

[l i W R e R, K2 B e bs E AR AE L
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