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[ Abstract ]
memory impairment as the initial or main clinical feature. Its atypical symptoms often lead to delayed

Atypical Alzheimer's disease (AD) is a AD subtype that does not manifest

diagnosis, which seriously affects the survival and prognosis of patients. This article reviews the latest
studies focusing on the epidemiology, clinical manifestations, diagnostic criteria, imaging and
biomarkers of atypical AD, aiming to provide references for optimizing the diagnosis and treatment
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strategies of atypical phenotypes.
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Br] 7R 9% 1 2R 95 (Alzheimer's disease, AD ) J&— Fi i i [
V& AT MR e e 2R AT PR . LR AD e R LAY I R
RIELZNE IR M ICAC BRI A LS o B 2
NN R . (A DR R, 3855 AD /B E ] & el 32
BRI Z AR R R L TR T B AT LS IR R
PATDIBE T B AT o A 55, R JE JL R ADW, 3 BEEIR 1)
A MTIPEAEAE S P BOSWHE 32, il 105 Tk M AR AR 0
FIRIT . BHIE, IEFAGR AR A B AE A AD, A B F 5
AD B RS 7R L AD B 28 AL IS W BT AR e L
AHEEZR L, AHEGAEME AD W57 2= G IR 2
WG BTG S bR S W BRIk R AT 25 0A , B AR
bR SR AD (W R 2 I SR T IR S

— AT
AR L7 AD IR PRAEAR ) 22 BEAE , AN R F S 41 T8 A 2

5 PAEF R, — 5 360 14 AD [ 112 58 3 (0 45 B s
8%~13% ) AD f8 H AF{E M 52 Bl IR MfE , 7%~9% fEE IR &
IXE , 2% T AE4T Ry s AT I RE g™, AE — 0% 80 fi) &
T AD B AT I A B 25 4 1 BlT 438 TP L 29 29% AR R 1
AD B AR LA AD, 1T HAE G 4 M AD B35 i) e 2 AT
k6%, $E 7R JE ML AD TTBEFE 65 % LI AD [ L
mP, ARSI AD (A0TSR AL R T T UL AD, i — 040
2 081 {9 2 L1 Wbk 5 W0 A2 1 AD S8 35 19 R I8 [m] B 44 A 51 F
YN, AR M AD FRE 1 T A AE R B AD B 4
T LAF, ELFTE AYET XU A5 & 14 0 T 31%,

R R

3 M7 AD R MR By & B R I PR R B0 R e S
4 (posterior cortical atrophy, PCA)-AD | J§i % It E 17 Pk 2 iE
$it (primary progressive aphasia, PPA) 17 R/ 4T T RE [ A5
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(behavioral/dysexecutive variant, BD)-AD Fl3z 21 2] fit & fi5 7
AD, 73 51 2 B H W 2 (BRI B A 1 5 BRI AT T R
TR EAT N U A E AR

(—)PCA-AD

PCA J&— Bl LA 5E b 38 K FLA )5 Bz e D fig i A 71 iR
h EBRFIE R I PR AN 2258 18 #2551, AD J2& PCA Fie i il
B A 205 B2 LRI PCA-AD Y AR AR IS 4 L, i 3 i
F50~65 2 K . 20 i Rk AD ERE Y 13%, Hrh A vk o
o TR, H A PEAE & YIS B (197241 a7 2 R otk 25 46 i
WRITIHET H R,

5 AD BE R R TAERE I ANEIC N REARTE],
PCA-AD f# 35 1) 3= 21l PR R B R L2 [R] RN 5 B, 1200
AR HE R B B i 25 ) Bk LSV E SN HE )
B RBERE R B IR B B O FIRE L 2R A R
E A2 A A ) BT FRBE R DRE B 2 R | [R] [ 4 400 B
BT TR R UE (IR 20 2R FRE 8 58 PR T 2 SR NE , D3 Al
AR B IBA T 32 400 AT DI RE 2400 AT Ry 32 RNl
MAETE F 5 F IR EY, £ PCA-AD BB B, B a8\
Urtig Canic iz AT I RE IR 5 B R8) FTREAHXT DR BR L (BB
P I T, X SR T Rl 2B WAL

M T R AR B R LR PCA-AD ) #1312 0
HAbpems . LEXE 2 Wi, PCA-AD i 1 &5 5 PCA I % 5 14
i % (dementia with Lewy bodies, DLB) .PCA % iz Jfi K i
75 1 (corticobasal degeneration, CBD) Az PCA %l fic 25 1 9k 45
FNEAIX 53 PCA-DLB 4 i ] WAL L) 5 , I FRAE X T
%5l PCA-AD 5 PCA-DLB HA7 —E fir ™. PCA-CBD i
BRI N B IR (V32 Bl B A BORE AR 1 A X R T PCA
T Jie 2 11 A8 U 22 38 O A 8 R e R S e H e
JNE ., A, K PCA-AD 1Y e £5 18R 3 (45%~64% ) il
o AR 49 3 (42%~55% ) , VF £ PCA-AD #1650 . 11
Gy AR 5 EAES,

(Z)PPA

PPA & DAZEAT R 1 5 D BB 5 0 R A ) i 2 1R A7 P9
S, HE 32 Y W AE o AL L S AD R AR BT At AR
(frontotemporal lobar degeneration, FTLD) , — il %} 97 #i
PPA [ 19 7 KI5 45 5 7, 24 44% 11 PPA JE 8 1) £ 24
289 PIALTH S}y AD, [F] B A3 7R 22 1 72 , AD AHOC PPA 5 11
T P28 A0 W RN 22 RGBT 32 X i 22 40, A AR
A 2 7 B X3 P ) o 2 D T 4 4 % R T I v R AD
FECETEXT I Braak 53-8 B AR I il X

PPA R 4324 3 Al = PR T - A1 3 0 1 15 B i 78 PPA
(nonfluent/agrammatic variant PPA, nfvPPA) . i& X i PPA
(semantic variant PPA, svPPA) #ll ii] 1. & PPA (logopenic
variant PPA, IVPPA) . nfvPPA DL i 25 I 4R | 5 18 9% 1 &
W R AR R HL L 5 tau 28 P (U B TR L 1 A8 Pl
BEAT PR M BRI A 5E 5 svPPA Y A% 0 22 TR A 1) 71 B fige A1l
fiir 44 WA, 55 TDP-43-C #5553 55 B2 AH OC ; IVPPA Il = 23R 9
SRy T 1 B R A AN ) 7 A 3R TR M, L4 70% (1) B T R T
AD FH 5 1 #2805 B 2 gl AR RO v A ZERS AT AR
T, SVPPA AU HITAR % 96 2l 44%~T78% , 45 J& 2% 55 2R 41%~

56%; nfvPPA [ 41l il /& 9 3 O 33%~57%, £ I& & i H
26.7%~36.0%",

TERATIRE T, — TS T T4 PPAE T 8 2 [ RIS
R, 4R ZHPPA B E 1 R IRAFIAE 70 2 LR, o2 bk
215 49% , X 5 L ki 2 R AT RSN AR SR AE AR — B 5
A, PPA LB 73 A5 AA A2 N 25 57 - sVPPA 7E 317 [E] 5 38 AL
117 IVPPA FE AR T T A G 12 W SR A fIL 0

(=)BD-AD

BD-AD J&—Fi L i A7 0 55 FERAT D g 6y 2 22
FRAEAY AD 2B, R[] T S8 AD , HURE PR 300 2 T 4
il TR 22U v O T RE R A AT o ARt
BD-AD & # il % T 65 % Z i & , Bk £ F Lo,
BD-AD AJ LLifE— 25 4043 R A7 A48 SR PAT T 1 B i A L
FORAT, 47 7% 57 BD-AD 325 3 9 LT AT
H AL A AR AR IS BUNE YA T R . RIS T
AE AN F I MR 02 e | IS 3 22 b At 245 R
A NPERE AR . ATl RE RIS 4 BD-AD (35 FZRIN
ZAT 55 Ab 3 R FI E PAT IR M R A S A e
(fludeoxyglucose, FDG)-PET flefC it A =X, $44 7 Ty Bt e % 184
BD-AD 1] 73y 3R AL« 22 Sy =AY A ) Ay 3 A A T
oy J2 80, I 2 M R R AR IR T AT S5 T i 2
B2z ARy B2 R R AL R AT 55 h i e 25 HLAb B
TN TG PEAT 55 (0 2 PR A3, BT >y 5 700 g 32 2k
SRANER R PR 4 B AR AR IS AE X R B LI PR 2
AN B AL Stk BD-AD M 0] AR B R I Y
A7 AR AT D RE R A, BT 5 2 BD-AD, 3% 28 i
FIE O R 5 2%, T LR G VRS A2

BD-AD 517 2y 42 5 B 450381 it #% St (behavioral variant
frontotemporal dementia, bvFTD) 4 &R, “H I L H
Sk AT U FRAT D BE R AT, WA SO A0 AE . H
W55 W1, BD-AD i 4 0l fig Bl LL bvFTD B3 5 W & A 15
HAS 5 bvFTD HE BB R B2 AR AR Ak A0 B %)
MR 30 AT Ry B R AR R B T LA A RN R AE AN [ 11 2, BD-
AD B HAFE R A T AT A B, HA i e AR
ZI5ESRE AT ARE R T DL 53 41 bvFTD SR T 2 M
FEP A ETAR I S RS, 1T BD-AD FH 2 I LS 385 T (X 25
AR R G R A R

ILAh, BD-AD SR Bk T A 17 R o028 Fai T I R B i i
Z R BG IR R I , D855 F 0 A 1A 28 PRI M e B0
S 5 R AD B AL, BD-AD H 3 YR E A2 A AR
B AR I 0 2 A e i 25 0 AR AR P
Ji AL T BESZ BRI, BD-AD B2 Wris E LA % il R
I S MO BRI AR AR L AR F AR A 2 R U R A AR
YR AT L

(I4)iz 3Py Reks s 4 AD

J 5t 5L TS 45 4545 1iE (corticobasal syndrome, CBS) & — 7
VIR BR 1932 3 B i RO RGBS O 32 BERRAE ) b 22 1R A T
PR, FAZ O I R FRAF A 45 SR IAR(B 0 32 shiR 28 Lok s i
i JUFEZE 2 JHAEZEM, CBSHIXT AL, A HF 9t 26 He4s ik
SRy 0.83~25 41710 7 NP, AR IR A [R] 5 BILEE L}, CBS 7]
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43} AD #1262 (CBS-AD) #lHE AD 4 X8 (CBS-non-AD)

5 AD U A L, CBS-AD M E R BB R IE )
Thfe b, H i oA e F & 2E S5 15 90%, LI 2R & A 2 ]
ik 81%, A FH KA RN 1K 70%%, FEINHITJT I, CBS-AD
AR R R AT S A (AR A A T R ) L T4
K Z %1 CBS-AD fE 2 (11012 At ) 22 4 5295 1 i v J5 300 113
B, LA R BT AZ B AR 1Y CBS-AD B LA 2 25%12%
5 CBS-non-AD i #HH 1L , CBS-AD i % H# F BN ialiL 18
S TR Y AR 2R TR A T CBS-non-AD ## Lz 3hiE &
B ) A 2 D D B 5 Sk T 32 Sl AR (A i
%) Ry FERPL,

(H)ESFEN

JRUAE R AR ML AD H R AMURR 9 1 PR A (FUIG IR
s ] 5 H Al AD P AR B At R R A P S R
FHWF5E R R, PCA-AD Fil PPA Iifi R 7 44 8] 1775 Iff JAC R 22 fit
| 2 T 114 0 5 S < Y 25% Y ER 3 R I PR T e
AR, R BB WG R E AR TE 2 A SN A 76 AN ) 72
B TE B, 3K Al IR S 5 4 g B A AR AT 1 B AR St ——
B A R R ION TR I BRI R SRR I A 3
LI DA A0 TR B A DX B A 22 40 o Sy o, H 5 A
A tau 2 TR X B ) e 3 2 T 0

Ak, PCA-AD Fl CBS-AD 4 1] 5 350U {4 5% FE A 25
5] T fE i, BD-AD A1 PPA i & 245 L 7] T i B A 45 15
T OIREAR N, S SR S, IR A AD AT RE Y K —
A TSRS R AR ST BT IAR R . I, e A A
200 BRF VAR (B 3EPAT IR 4 W] BE 77 FNE: 5 T A A
W) 2 AR R AE (AN S5+ MR FDG-PET 18 45 58,
85 LB bR B AT AR 24 R, D RE S B ML AD
PR TRE N IR 780 R A AR T T30 R s il 22 P

= W

52 B [ 58 & AR 55 r 55 BT 2R 2% 15 B9 16 2% (National
Institute of Aging-Alzheimer's Association, NIA-AA) F1 [# Fr
T YE#H (International Working Group, IWG) H RT3 T #il:E T
fL 5 AL W BR Y AD 2 WTbR e . 7E 2024 4F NIA-AA K A
BT FRIE D BRI T AR AR S TE S W AT AN
SPROE I R SV E R o AR U AR AR R R 325
BRI AD R R S M B R bR AR Rl AD 2k
o B R AR R, FEA A O AR I RR R ) (B AB,, JER REFE
1 PET F p-tau217 ., p-tau181. p-tau231 % ) a] ff Ay 4t 5712 Wi
AD HMAE IWG I BT bR SR I T I R 2 B 5 A W i
WA N AE B 12 W T i (B, Ak AD I B 12 2 I
PR=AE9 22 00, 5 R I8 2 L8 AD R S I DR 36 B A G
9o M AR W b 7 P 1 SCER TR L B AD 32 AR S A 41
Al £ A SR I PRI, I 5 5 Sk A b i ) S R
TEEE P, % TR S8 AD 19388, 55T AR M
Wk A A AD B SO, BRI L e R I R R
HE—2 5 275 A AR L AD, 41 PPA 2 B IR i ik AR il
PRIXE , PCA-AD M 5 & T4 56 25 [R] D B 52 451, BD-AD i i
W BLRAT S B FHAT D REBILRA | T CBS-AD WIERILH R

XIFRA 2 Sl BRI BRE A, i al R 22 b 2200 3
PO w3 R GEVPAL B BN AT R R 45 D REARAS A
ML oA I BT S0 o

T AR5 A b sE A 04 ORIk o 1

AD 2 WHK s T 2 Fibrk ), i 5 A b
TR 5| MU AD 75 i 2 B REAE A T AR B A A X
BT AR 22 5, Bk, R [RI K 2 A AD 7 52 AR B A Y b
YT A5 A AR X s AR R Y A AR I
PREET AD [ 7 1R 1 5 2 RIS WA T AR

(—) AR E

AD AR bR G W A5 454 MRI FDG-PET i M BE 4 B
PET M tau-PET %5, 4544 MRI & 1LY AD D P 385 -2 4
g B R SR R G K2 i IR LR AD DR SE R A
OGN X2 B e T 25 A, EL R R T 5 4 A X 58
e N TR]IG R 2 B AD B9 FDG-PET 7E4C i 5 % A X L [R]
FERBF B35 225, s AD 22 W5 iy [m] B2 et 5 T
I3 A DX IR AR, 5=l U AD W ZE W9 6 5 52 B AH 5
W RPN I, e AR 1 PET B & i
SR FNRE S, T B 75 AF 7E AD R B0, I R
W E 2 (H T S 8 AD ¥ 5 R AR BLAY
KRR AR TR 2, MOHHE LK 2 R TR I PR £ 7 . tau-PET
AL AT LLAE Braak 43 31 X5 7 14 Al DX sz it tau 45 11 A9 55 5 FR
B IR BENG S B 45 e S 8 UK I i IX A e e P o, L
5250 MRIFT/R Ja R 25 45 S FDG-PET FIrzRfC il T R i
— 3, AD R A HLHI BT S T o7 R e, i
A TR IR BT 5 R (N S BEAS M AR 28 vk, T B B 4
14 MRI . FDG-PET . JE i £ 45 11 PET M tau £ 111 PET S 4K,
A S BRI G 3 - e 5 4 1 s ST R AE Rl L FE AD I
P2 W3 LI PR 3 200 53] T A A5 T S R S A
AL T BRI T B RS HE R SRR R

1. PCA-AD: PCA-AD Iy 52 4 2% FRAIE 5 B AD ££ 7% 5k
FREF L G MRIERSE R ,PCA-AD g Ll 5k
IR Ry LA TR R T 2240 , P TRORL VA 1 58, R e X T
PCA-AD 5 HL A1 AD (1% 55 Il FLA 55 1o 1 4 S P R R pE
Giah, 5 AR AD FR A LT RS A S R P00 2 A N
] (4 /2 , PCA-AD B 35 1 T R BUEE B0 7 AR AR |, (HL Bl
6 o R R T DL S I S A R S f R
1, tau-PET T & # PCA-AD £ 44 tau 8 1 5 LA £ 250 1R
TR TN, S5 OB BE 55 00 5 2 ) 2 i e A B 2 D) M
07, YRR R 11 PET 7% PCA-AD B 3% 17 i v e My R 2 1
DURE S IR AD 5 & — 3% ; FDG-PET 7R PCA-AD
TN B B BARARI S 3 AMEAS — 4R R AT 5 3R
HLgk & Al 1% (diffusion tensor imaging, DTI) 43 #7 & #i , PCA-
AD 35 1) B0 J5 5 545 181 55k 43 8 (fractional anisotropy,
FA) i A T 4L AD B35, 1 IR A58 FA 42 L0 AD
BERMES X R H T ] G S PCA-AD 1 5 145
AL ALK TR A BT B, X — RS 4G RR R DTI
SR RENT LIE A PCA-AD {112 Wi K 43 T B 52 15 b s
HAr RS
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2. PPA: PPA N [R] Il PR 3P 8 ) 524G 2 R AE A7 7 3 25
St HWFSEE N S MRILEE & PHL, PPA 44784 1) )iz J2 2%
A B ERIN A EERK T A LR A BT, B 2546 088 &2
BRI T SN, = nfvPPA LA T 8] A1 i il 25
45 3, sVPPA LS FT S 2545 > 3=, IVPPA I L A=l s |
I AR /N2 45 09 PPA S [R] Iif PR 32 R 1) iz J2 25
A R AETE 22 5, nfvPPA (1055 M- 25 455 2 JR B PRL, T7 svPPA
PR 22 4 AE R o O B ™, HR, — Tt & T
— P R, T T AL PPA R S5 4 MRI T 7R 19 J
JR AR A, B R A O 2 4 T 40 T A X 4
SVPPA 5 H A7 AL, H 00 PR =™, BhAh i A AF ST
i3 tau 2K 1 PET ML EI PPA fE# 1 75 I 26 v 1) tau 2B (I TT0RRL,
IVPPA (5 72 2P 3k (i 5 DL S5 ) ¥ T0U - tau A 11 s 348 4l 28,
nfVPPA £ 5 tau 25 {95 P 35 3245 Hp T Ji AR I 19 5 RN R T UK
45 H , svPPA 2% tau 2 1155 F 32 A TR ofE 1 Y AR - 7]
IF i % FR[°F]AV-1451 tau-PET A9 $5E U 3 7] LA PPA R[]
Wi RS A6 054 7 2 B2 W, 3 B e v R M 2 534k,
TERREE 11 PET BF5E & I IVPPA [0 FE By BE 25 14 B R
86% , nfvPPA il svPPA M| 53 51| 27 20% 1 16%5,  [m] 5 Sintini
SRR ST G L R E RS AR R v R U2 25 4 A tau
HE R RAFAE 2 53X R W] PPA K [R] i R 2 A mf
REAT AN [ (9290 32 FR AL

3. BD-AD: A 55l i 454 MRI & 31, BD-AD i3 # 3%
R Ay LA 550 T 0 DX P AR AT SR A AR 7 SRR A X
BRUST R TR] AD I PR 28 U7 A 5 0P 1 T e = 3 - ) 45 3R A 7
PEARRR S, T R LI R SRR Al 2 2 36 . U
&N, FDG-PET #A5HF5% /1% , BD-AD H 3% b 5 ik 45 25 45 40
el 7 PR 358 1 7 2 A A R A1, LA ) I 784 19 taw & P R
Al 5 FDG-PET At WL YA A QI 40 A 5 A0F 185 B W) 4101, i
—ZE A B TR 5T TR A B BD-AD K H I R i) o 22 s
St KRR SR R R

4.3 3N Y BERE TSR AD : CBS-AD 25 # MRI 32 5 35 3
SR ARKEFR AR T 2545, HLH B OB A X, 3% 5 i  AD
T S8 R N ANEBT I A R AR T B BH OGS LE T 4548 MR T
71N A I 25 4730 R R )3, v ORI T jle )2 v R T e
2 Bz X i SR 3 X 5 A2 sl ) B
YIFI G, A0, FH5ik & B, 5 CBS-non-AD &M 1L,
CBS-AD LAY AD (35 R B g T 25 4%, {1 CBS-AD (¥
FDG-PET 45 52 2R 30 A J ¥ B2 Jot A6 R AR el aR (F45 &b
OO 50 K i A 1) i S 75 AD U L2 LA 585 T P4 G 35 ok
IR =B JEAh T T 2N PET/MRI A T I 14 25 7
T RGP T CBS-AD 5 13 7 B 4R 1E , 45 %
YRR A K 35 B 516 CBS-AD F % DL ZE M AR v R A =
Sy, BE R RCAME T [ Rz ) )2 S BhE S X T
T U R D T U SCHE R B A R [l S [l
R [l B A AP AR G | 35 R 18 S TN EE U S 22 AT [l
(Broca [X ) K A=Al e T B0 1 14 1 2 W A QA 5624

(D) EWhrEW

A R it 5 R R ARSI R (B R AT i Ak
SERICHRIEHT) BN, AR t-tau & p-tau SR O AR W dr b

W B ARAEERIS WG 1, AR R AP 1 R v Rl PR e
P AEAF B, Verde ZEI) A IE B, il B I AB,, F1 p-
taul81 i fEA Bl F X /- JE AL 5 LA AD, 6 Ah, S B ph 22
PAE 53 fl Ty Rl B 15 R 28 T A0 A5 (0 AR I RR R, T I
21 Y TR 1 B P8 2 4 22 5% 5% (neurofilament light chain,
NFL ) FI48 i A 54 25 1 YKL-40 25t #4532 5 7EM [l , F AT
Rk 22 1 9F 5 1 1) T 2R FH p-tau217 . p-tau231 I Jii £ 4
P P 2 (RO IG5k 2 HR BR 2 BT, AN AT LA
P R R 12 W A B , T BB TEAS [R) AD IIf PR 2 A0 ) 3 T
B S 5055 2 |, AR TR Y R R AR

1. PCA-AD: il W 2E Wy bw & ) 152 B 1T IX 43 PCA-AD
FHE AD S 2T B, 5 3LA) AD —F(, PCA-AD (84 i
B AR, /KT B AR t-tau  p-tau K FE-THi5 o SR BF
FEWIR R I E T AP, AT AE AR M2 5 M AD e 2,
{H PCA-AD i # t-tau/p-tau {5 {I& T #L.75 AD 55 4, — T30 5
22 iR BFSE B L 81% 1Y PCA-AD 552 I i AB BHPE , M
p-tau {1 65% ) PCA-AD f 3# rf1 & BH

2. PPA: PPA i 3 Il 45 ¥k 1 AP, . t-tau/p-tau {& 25 1k A Bl
T2 Wi PPA I X 43 ARl AR T . — 201 [ P 22 Fh o2 24y
FriFo /i , 75 PPA 4% Ife R IF R e | IVPPA SR 25 19 AB FHE R
11 (81.3%) , nfvPPA 1 AB FH 2% Sk 20% , SVPPA 11 AR FH 14
N 16%, ELFfAE I 59 1<, AR FH 4 275 nfvPPA  svPPA H I
G, A AR IWPPA HE T A AR AL s i A, 5 AB B PPA
AL AR H, AB BHAE PPA I 21 32 B3R R A2 N /TR X 3,
R 22540, H G A AR AR A 9T & B, il
90% 1% AP FH 1k PPA [ #7775 tau 25 (U™, PPA B3 IfiL
WA Wb s et FL G R A S i A E AN, X AR
1M 2K AB . p-tau XF AD 5 HAtb bl 2838 47 M 95 0 1 45 500 5E 2L
FESEE  H NFL 78 PPA IIfi PRIE 28 (62 IVPPA) 1 4 B2 i
R I R T, A ST 2 B, nfvPPA [ SVPPA i K IfiL
T NFL 7K 28 055 T IVPPA, i rh nfvPPA 35 11 NFL 7K P 1
151, T B 55 HL A T — SR A 30 5 e 2 58 47 R o 2 A O,
X W5 45 5 R PPAI AR 0 S S Bt T A 2k Bl

3. BD-AD: H i i il Z £ % BD-AD ¢ 5 /L W &4
P TTRETERFFE , I0A 1 1] B BA S 98 45 5 8 7, BD-AD 5
HL I AD A A YRR S AR L 2 25 5 (R A s T
A BT BD-AD 5 HAWZE AL PR IULIA 1Y 51112 W™

4.2 1Y) RERE IS AD: 5 LA AD # 1, CBS-AD SR 3%
FEILH PR tau B IR EL AR SR TR 2 3 e 2 X
B tau B8 U RO P S R B IR ) g
tau 2K [ B AAR G K. Ik Ah, CBS-AD f 3 1) B i bl
ZIC LSRG BLAL ML AD B 7 EE 35X Al fig 5 CBS-AD [
25 5 BRI 4 AR FEIS sk (AR B G2 shiR B S AR
PR e R R 2% D) G

EI Ly oes) e

IR 7Y AD Ji AD B 1% & 19 H BEALSER 2) , JF B E
65 %/ LA AT B4 0 A e, DR IH A a4 o s S I DT
XHAESLIY AD HARFTE L . AR5 A AR B A (UA B
TS AD BORE M2 W, 38 A A B 40 S5 AD B9 A [R]SIE
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BT 9 BUAR SR AD B9 DR HE 2 1B 36T SR LA
PRI R SE G FAT T B I PR S ANad, H R SC I R
5 Z2 N T 48 AD 8% AR U AD Mk = KEEA 29
A HTHEPE BABIAIESE , I HL AR B WF 52 10 3 £ T 4L 5 AD
FRORGHE 3 AL TC RIS I | 20 B 5 S SR A S V6 7 SR
T % 457 T 38 5k 45 A B3R B 2 B UM, S8R S8 7 AD
NHE PR AE B R T 0 B0 A 280 7

ik S (RSl i M G (I RUIEN

TEERBER LI SO R SO I8 SO s 1Rz 8 SO
[FICTIRES S =¥ NI+ #3108 SLT NS Gl I TR S &

2 % X W
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