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[ Abstract] Antibody-dependent enhancement ( ADE) refers to the phenomenon where certain non-neutralizing
antibodies or sub-neutralizing concentrations of antibodies do not eliminate viruses during viral infection but instead
promote viral invasion and replication. In human immunodeficiency virus ( HIV) infection, it has been found that
some antibodies can form immune complexes with the virus and mediate viral entry into target cells through Fe
receptors (FcR) or the complement system, thereby exacerbating disease progression. In recent years, with the in-
depth study of HIV infection, the ADE phenomenon has received extensive attention in the development and clinical
application of HIV vaccines. This article reviewed the mechanism of ADE in HIV infection, the influencing factors
of ADE occurrence, and the implications of ADE for drug development, and explored the impact and potential risks
of ADE in HIV infection in depth, providing theoretical support for the development of safe and effective HIV
vaccines and antibody drugs.
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140 T34 JLEE (0 ~ 14 %) o HIV J& — iU R i 42
BRAJE TR, BB L 63 T AREMT . H
i, AR A HIV S 1 5 2, (B 2 3l o A &L
HIV i 7 12 Wi & T7 AP 81T B U 0 e s i 397
¥ (antiretroviral therapy, ART) , HIV &4t & 28 i N
— AT AR A8 R B, HIV SR S R A Ho
J B A e e A G

TE9% 7 1= G 3 B b, 0 35 4 AR v M B ik d
W RE S DR I LA B 52 0 BE S IR 19 4 5 L (S s
o R BT AR BRI R B2 4 O A TE A 2 R L o AR
S T A A2 i A A A0 Ak, AT A 5 s B2 JEE 3 b
RS FR h P A A 381 1 3 5 (antibody-dependent en-
hancement, ADE) . ADE 7F % # # #  OF 0% 38
BMREE T RE R ™ I 2 A
SEEDR I T A I e 3o R rh A R

75 HIV G 1 5 B WF 55 FIR 7 Lk b, ADE 2%
NEGIR T T Z M ihie . AFgEaR W] HIV &g i f o

FCZ A4 S ADER .

FhR S-S I ADER

FR TP AT R L 5 0 1 A ELAE T, S O R
Jesgni o IR ABFSE ADE B % A 5 AL,
XF T AU B BT AR S PURIR YT I et B OCHE
B, ARICX HIV e ADE &0 19 BF 58 347 1 R 3,
M ADE fE FHALH] 52 00 KR LA ke ADE X 25 ¥ iif
R 7R 3 AN J5 TR A & ADE 76 HIV @2 b i £
FH R AR RUBS: , A3 S 2 v T i 2 A 8L g LA B oy
A B M B D SRR S
1 HIV &1 ADE B {ER#L#I

HHTIAN A ADE fE FIBLH KA 5 R 3 25, 43 501 K
MEA S B9 ADE %% ) ( complement-mediated antibody-
dependent enhancement, C’-ADE )" [ Fe 2 {& 4 S (1%
ADE % i ( Fe receptor-mediated ADE, FcR-ADE ) '
DL #EH % 028 A S i ADE R (L 1)
FL 28 AN HEBR H A S BN SCHK Y 22 R A T AL O A7
(Al fE . BFSE @R, 76 HIV ) ADE &% R f ik 3 Ffil
il XA K.
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ROV (B2 /e ) KL Clq 5 Clq ZHEAE A S0 ADE 00 (A7) s Coi S RBUE A S 19 ADE i,
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1.1 C’-ADE C-ADE #l il & i & £ 1 HIV
ADE K AN AEMEHLE] 28 AR 72 5 — A
STHFAS Clg S 5RFBIRE WSS, BB
B ClqEAY. —FHl, ZZ5WHEE Clqg 5
A AR AR AR 90 7 A 5 5 A0 R T
—Jm,EEME A m BN EmEN Clg ZEK5,
SR NS5 RB N, Clqg £ C2.C4 JiE
AME C3 L2 C3 52 ka8 &, 5| KA & 40 i A
For U MR TR LU IR IR

HIV f§ C’-ADE %5 Robinson 2"~ 7£ 1987
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HIV % A B = 2

AR A AT i v HIV o R0 B AR R R B, & B
T BHPERE A v £ 7 % e 38 8 DY 7, LA 08 8 2 1%
JePERE T, OF HAZ Ko 5 AR G . J5 2L 0 5T ik
— B, HIV-1 C-ADE K8 M K (5 5 900K, % 0
BHMA Z K 2 (complement receptor 2, CR2) 1 #p {4
A C3 AR EAEHR], rT A2k 8 F BT (RNA 5 8 S
HWOR BT . A, R IIE CR2 4R L BFSE A
ST RSN G e S - folf 1 B0 25 19 TG A PR3
e T Bl [ 9% B ( simian-human immunodeficiency vi-
rus, SHIV ) J& 4 (1 2 W) 1 AU 3 2ok 2 30 B 19 o 2 Vil



JEAG I % B0, HIV/SHIV J8% Y F ] 7= A () 40 44 25 3
SR R A Y BB T, B AIK | & B INLARE 1) 995 B T AR
PR I 8 7R It CR2 B 5 [ g 44 AT 3 s 1 — 4
SEARR . X SIS W] CR2 78 HIV-1 B C’-ADE
hRWE M., HA, AU R AMEZ K 1
(complement receptor 1, CR1) 5%MAZZ 14 3 (comple-
ment receptor 3,CR3) #2545 C-ADE %/, Mouhoub
ST B A8 T Y L 37 U B B 1A 8RR 4R 1Y
C3b 5 CRI 454, v Y sm 7E (& /b e HIV-1 1) 44k
CD4 " T bk I 200 Jif0 35 75 40 v 2 25 IR 1) % 5, A2 ik
T p24 F1 RT {09 B ; IR B, CR1 32 Bk 34 g 1 5
HIV J& Y & 40 F i CD4 ™ 3k B 40 g 59 9% 2 &2 il .
Bajtay 45 """ WU 38 sk 45 S B0 4 BT CR3 (iC3b 32
A, B CD11b BLAR s A 47 S %W (1% CR3a i ) , 58 42
BELIT 7 AR o 25 9 BE 4T HIV TG A S ) HIV-1 %
R R 240 L 7 Jk e 14 58 5 FHEDTA 00 i) &b 44 3% £k W)
B RE I i Y 1 5k, 0F — 25 UE B T R 7E 9 7 B L
FE PRI R . XS5 R AME R 4
£ ADE i E M OREZ M.

It 4 , Prohaszka %[lg]ﬁfﬂ,ﬁﬁﬂ%ﬁﬁ/ﬂ gp4l &
HFHT gpdl Fiikn] 5425 Clq 454 1 55 HIV &
Yo, HAZRON 2 FE PR MR B 55 i i B Iz F o 2
AR T 53— %AW R AME DR ) )V 1) C-ADE &
2287 Y 0
1.2 FcR-ADE Fe &Z (K&K #i ¥ ADE J& HEjiF £
1 R R UL B ADE & AR AL (HFE HIV & G v
A AR XA o AL R R -BUR 2 A Y e] LUE
PR Fe #5535 #54 HAZ 0K FeR (1 41 i (5
2N I ) 4 A AR R B TR A

1988 4F , Takeda 2" ¥ W 438 T 78 HIV J&k e
HasR h FeR B4R H - W B2 B0 BA 1 1 37 B 4% 03 2
HAILRE o, T AP A e R ) RE S R TE ik FeR
BN PRLAZ 20 L 2 U937 19 HIV &2 il 2K - 5 7 40 J] i
5 240 6 FP L E 52 T FeR A 5 0k e ek g gm0
Z I 5% 3 B v B B AR B T S50 K B, FeyR T
FeyR 1T \FeyR 1T # 2 5 HIV () ADE 5 hij , {H H o
FeyR 1T 9 7E FH 5 o S ' 2 72 Forthal 281 5t
F I HIV 201 R, 8 ok 37 38 3 3 4 L %
B R LR gp120 B2 AHE B HIV L KT 5
5 FeyR Il a 554 56 DA 7E 38 M G . X R I FE
PE S FIPUEIALE T, Fe-FeyR Il a A7 5. 4E H] £ #F
97 B 1 SR

HIV Jgerf % A4 FeR-ADE 1] 43k 2 ffr, (D CD4
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el 7 FeR-ADE . 75 %5 CD4 & FeR pydt[al & 5,
Takeda 45" % B FeRI 8 5 [ 40 1K L & i CD4
PRy R BT AR 34 B8 BH T B A1 B P HIV-1 8% gL (1) 1
5, ENE T3l 3 FeR 94T (A 4 R 14 184 5% HIV-1 Jak e
TE CD4 505 7 W 4 (A9 AR E/E . Nottet %51
FE B 40 b B AE 52 T i 458 @ CD4 i #i A
FcR-ADE . R 75 % CD4 Z 4K U5 FeR BIAT 58 1,
il FeyR I 4+ S, Trischmann %7 B 57 4 3¢
HIV-1 ) gpl120/gp41 J5 51 7 A= i Bt B I I XF %) 2%
N W 20 M J% e 15 9 BE ) B, & B HIV-1 B iy
PRk 4 bk S R IR B & 5, T DL GE o
FeyR I ¥ 5 HIV Xt B W 40 g 09 28 Gy, 9 & Bt
FeyRITTARRY F(ab), R Ben] 56 4 11 bR gy, s
gt CDA [ HT AR B A 52 M, UE 55 HIV-1 7] R 4K 4t
CD4 V3@ i FeyR 1M fih % ADE,
1.3 REMEHEZNSH ADE 5 [k k2 Fl
BLHI AN ARSI 5E B, T3] gpl120 32 AR 25 A A A5 Y
BB AR LL CD4 AR AR A FeR FARMA 22
PRy 7 AR HIV Rk Sullivan 281
WFoE R IR 25 4 gpl20 1Y 2 A A & S X B, 7T 42
T3 5 2F A 20 I A B X — HE SR AL gpl20 1Y
V1 V2 V3 0] 75 3R H) 42 gl 5, 3k 26 3R 8 i HIV-1
(g FI A7 . AN, Guillon %5 A58t 3245 T 3%
— WL PR LS A gpl20 Y CD4 254 45 V3 3 A
CD4 if5 5 3& A7, Be A #F & HIV-1 BB & 1 0% 5
HEN A0 M HOBOWE PR A AE B, HIV-1 8% e 7] B
CCRS [ f& MIP-13 ] , 5d WA 322 axk 2 442 o6t 500 248 B i)
CCR5 22 &, Koma %" [ BF 5% 3¢ B, gpl120 V3
ITHU i Y G310R 5 7% 23 I B 9 28 76 N 40 L vh i &2
il e 1, BHLA% gp120 5 CD4 254 53 4b , W4 4> 5
Ty 2E RN A AN R 26 15 CCRS Ay Ik g 1 0 2
G310R B fL {7 & L CCRS 2 B 4K i () J7 =X 5%
gpl20 5 CCR5 WA EAEH . ik, HIV-1 #F A 841
PRI SR AR FHRE A [ Fe 52 ARS8 & AN W 14 5
IS, T2 h gp120 5 CCRS AH B 1E F Y, I
L] g3 i 5 A2 R T e B A 38 R AR RL A ik
BT, EHAAREENE, 2R ER D> B2
Fh TSN R G EE, B = 5K 3y Ik e A5 B
1o 1 N HE BB A 5 9 4 5 M I R TE 3% o

Zi 1Tk HIV ) ADE #L ] # 35 #MM& A 5 Fe
ZARA R LSRR A S 3 2K, C-ADE J2 42
i Z 1 HIV ADE & A= Ll ; FcR-ADE W 5325 CD4
WA CD4 HE AR AL T #E A R R A R
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ADE ISR gpl20 MR A, I 55 52 A B4R
RO HLE (3 FRHLEIAY LB LR 1) o BR ik 3 Fib

F1 HIV A5 ADE 1y 3 FpLHI L4

ADE HLHI A1, 25 3 — 2 0F 5% 02 15 18 77 7F HoAth i 72 4
5 ADE, L4 B By AR R 3

FFAE Fe Z KN Fi& Rz AN TR AR AR AR

0 A, WE-PURE G Fe BB S5 %%q  WEE-MERESWBEMMERE, R PUERNSNE TR RN
ML ) Fey ZARES 4, @i NF Je i A Z IR B Clq Z IR A TR AN 2 A AR R
HEA LR 21 it

KB 55 F/3%K  FeyRL T A I; CD4 (CD4 /R #i A Clq.C3 . CRI,CR2 CR3;Ji§# F i gpl20 9 V1/V2, V3 W] 45 3f; CD4
%) gpdl L gpdl PLik CCRS5 3371k

AT ff 24 7Y AL B WEAI M B 4L, Rk CD4 T TR WSO B g %3k CD4 (CCRS poHE40 i
FeR 9 40 i & (40 U937) 20 0 55 (G o #MAR B2 AR S 45 S

55 #2318 REULHR AR WA ADE §L&, {2 S5 HIV ADE () E B L ENH 2 —, WFRMEmk >, B2 EH TR

18 HIV HBF 58 43 38 AR X 85220

G, 5T R SRR e N

FHE A B4 e DR A G i Bl

2 HIV ff ADE & mEZE

ADE % 1 % 22 F [ 3 5% i, v g B A2 1A
PUR R AL R 5 M FeR JE Y DL K b 1A 37 {4 2 7 A
HIV )& () ADE rh & R [F 7 H o
2.1 ®wEZE CD4 2 HIV-1 HIV2 FI R K K%
P B  9% % ( simian immunodeficiency virus, SIV)
TN AZ ARPUE, Y i EE X T 4 MR B W A0 i
HREE . AESR VHIV 5 CD4 448 23 2 i
5, B A Ak gpl20 H G AR fili gp120 A BE
JEWE 2R 1 gp4l b o8 i B, [ 55 5% gp4l Y42 il
B Bl R0, B AN SRR S A RS

78 o , C-ADE [ % A= ol GEAR T CD4 .,
El 240 95 75 550N ] B2 B J8E 7 s R 338 P 3% T g T A
e 7 2, R BLAT CD4 B e BEdiiA OKT4a A A7 2% H
Wi HIV j@& e i # i C-ADE™ ™ £ HIV B3t i 72
o RMA-CR AR BARE A B T4 s 75 48 b 75 48
FIEE B30T, 348 005 25 0 A 1 45 & CD4 RS Bl 32 4K i T
REPES . (A5 C-ADE KA, 7 FeR-ADE J& 3 fxf
CD4 254 RO i AR BB . Dhdt CD4 Ho ksl ml %
P CD4 P A BN S A0 | s 440 i 2R 1Y) S 56 B
ADE [{) & /E 75 5 CD4 2 512250 ok i, H A iF 52
KB, R CD4 BB, FeR-ADE 43 % A4 1'0%7
Ut,CD4 X ADE It 7= A= (1) 52 Wi i 200 FF J& 58 R IR A HL
RS 5T T LA B .
2.2 JAERMAFRE HIV-L PR H 3 A EAR
B N R SR NN D N | B PN L B N I T TR DN
O 2 OB R 1 gpl20 TS BN B 1 gpdl 4
A HIV [ 2 OB E (149535 ADE 19 & .

#£ C-ADE | 5 3 5 1 K & A= 1 9 AH O 45

1266
Cy" PEHMBRE 2026 F35 35 E5 12

Ay 0JE gpdl, Robinson %7 B 55 & B, gpdl B
JERE 2R 1Y 2 A IR 25 40 B AE C-ADE rh i #5  %E
YERT: 58 1 A 45 i 3 2 B2 579 ~ 613 (aa579 ~
613)  FEARSN IR RN, 51 A aa579 ~613 ZJik, Bk
% 12 M 4T g4l A TR B 5 BE B AR (huMabs ) K& A
I8 Z sebEdt HIV I3 T 75 5 19 HIV-1 8L kA A
F1 ADE BL0 . 55 2 NS5 3R E LR 644 ~ 663
(aa644 ~663) , % Bk 55 BT i huMAbs fi1 HIV 4 %8
BREE (10 S 89 ADE S50, {HA BELIBT iy 28 25 0l 5
S0 ADE #& R . &FXF X 2 A4S 454 3 A9 huMAbs
FERSN AT P R VE T 308 HIV-1 8&e , ¢ HIV-1 S
W & ISR e G328 2 s AL v B A S EEANE

Y C-ADE Rl J& , 78 Fe Z K F: 1) ADE %L
N, K Z B9 R B 5 R SR AE 25 6 R0
gp120, Lee %" SzUG R W], 4 gp120 4 Hdit Al LU
EIOR A AN FeR A T B 85 A 07 05k
gp120 (1) C-2K ufi f& <F J¥ 41 (aa272 ~509), 5 4h,
Toth 4574 3% 30 1 3% 50 25 40 B8 B0 (gpdl A
gp120) JLEE 5, A HIV-1 R G 8 & 1 3 57
i, 25 R o gpl20 W] 5E 4 BH Wy HIV-1 83 1
FcR-ADE, 1fii gp4l JCRHWIVEH . LAk, f 223 A
Bt i A FH (0 ik 55 AR KR BE L AR T 0 2 Bk 1 P R G
#4 , Trischmann %[27] FIFHEXT HIV-1 gpl120/gp41 J¢
B (A0 A I 355 ARG 000 G 5 SRR G 1) R Ty, LA 9 45 2R
F W], Bt gpl20 (1 5 AA[AEX (VI ~ V5) Fl gpl20 J
gpd 1 LRAFER 43 1 I35 A i T R E # HIV-1 SF2me
XA 2 N AR L W 440 i 1 Rk e, {5 VR B HTLV-TI
B RGN R PR SF I (F 2 V4 R1 VS) B I

W T



BEF BIRWESE AT SN, HIV A BRORE 25 1 S [7] 25 4 458
i3 25 AR B A% 5 9 A 5 ADE 208, 3 Ok 328
BEIF B R A A AL SR s B4 T IR AR A
2.3 FcR #A  FeR 2R RGN .4 H ik
Fe St () 40 i 3% 11 32 1, 32 28 3R 3K T 56 K e 28 41 it
W 5Pk Fe B A S som . AR e
Fe ZUR BT 456 1 e BR A 1 (Tg) PPN TR], Al LU
Horh 5 2. 1gG Fe Z K (FeyR) | IgE Fe 57 {&
(FeeR) \IgA Fe Z K (FecaR) \IgM Fe Z K (FepR)
Fil IgD Fe 32 {A (FedR) ™', H i FeyR 5 FeaR &
Bk A 5 HIV gLt ADE B & 2

FeyR J& H i 2 18 & £ 5 HIV & 4 ADE
fy FcR 2670, Toth 2" i i ¥% 0 Hi-FeyR 1\ Ht-
FeyR T FL-FeyR M Hi 44, 48 55 A 5 I8 Yo 38 580 1) 2
o 45 WIR P FeyR I AL B AT 40 65% K) ADE,
E 5 2 Mk B G B SE B 100% 410 i) 5 BT FeyR T 4t
FoeyR 11 Hi 44 0 32 BH W 8% e 1 5 o SR, o A3 AF 90 36
B, 7E CD4 Z IR FAEM R T, FeyR T Al FeyR 1T %
TAE A% A0 B - A M o HIV R 2 0
fiyg et

IAh , FeaR B2 #UEPH 38 33 FeR A5 U937 41
i HIV (%) ADE, Kozlowski 2" ) 20 5] HIV Jg&
YeF MIF LML 1gA R 1gG 4 0 % B, 2 B 3 1
5 IgA (14/20) A YL 388 5 7% 4, H 7] 8% FeaR Ff
SEPERPTII ] . (HE B T ALK 1gG Pk iy ik K
T IgA  IgA A S 1 R 5 X HIV A2 8% 1
P EAE A B 5 98 T 76 2 I8 A7, TG 29 4 M 55/,
FEAEIY IgA HIV B8 5704 7] BE e iF B e k0, OF T
PUEE X RE B R M T HIV TgA TR R 2B & .
2.4 WMEFEER HETA AWM Z IR 4
ol = L 5 R 2 1) ) B A 1 < AR U 4 B 1/ TR IR
AT 51 45 F SR e b 558 85 R A7 1K (CR1,CR2) |
B2 #4 % (CR3 CR4) | fo 32 BR 35 11 58 15 A 1A 32 14
(CRIg) LA X G & M 1# Bk =2 & ( C5aR1, C5aR2,
C3aR) " HMASZ AL [F A0 A9 kAR 5 IX % Ak
PE T H A SRR IR AW S S S T RE

H i 5 HIV AMEA S 59 ADE 208 AH 56 i FMA
#%& CR1 .CR2 ,CR3 fil C1qR""7~"  H b 5+ CR2 #b
R4S ADE 0% B % B4R 3 . Robinson %558
b 37 2 40 AR 4 Hr B MT-2 48 Jifd 75 36 35 CD4 Al
CR2, 1M N FBLAMAA T ADE 2L (1) CD4 " 4il iig &
Bl = 15 K AMA R 5 e A, 3 o ] 32 4 B A
F| HIV-1 $i J5 G BRI, 75 W 24 58 J7 S8 Kl 1) RNA
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FRBR 330 2 SR AR JORN A 7 77 2 i S AR A1 S 5
f8/R T HIV-1 Y S H L, £ T CR2 A~ T 19 %b
RS9 ADE 2500 38 5o 0T 55 3% 3 42 32 i v 7 1Y
B SRR NG 3R HIV-1 7726

AL, AMASZ AR AE ADE b Rk $E i O R A
SRR HMA RS S ADE Z 6 &R, A
A B 48 7% 95 15 B G 1) FEAR A= W) 2, 38 VT B R
BT RUA T SR 1) T & $ A i) B i

SZ L HIV v ADE /9 & 2B 52 90 3 32 AR PR 3R
PRSP (FeR A o pMASZ (R 2R R 22 8 [ R 2
I B 52 1K CD4 Xt AMA A T 19 ADE 00 9 4 #6145 W
B, WX Fo 32 A5 ADE 8500 (19 52 10 i 47 415
PUiARALR: 51 b, gpdl £ AMES T/ ADE 2%
B, gpl20 % Fe Z KA T/ ADE 205, FeyR 24
S HIV ADE iy 3% FeR 265 CR2 W 2 MAA T 1Y
ADE RN i 8% 0 A 32 1 3k 8 R 2Rl 2ok & 4% P
[FVEH #2 ADE #E#2, BE S HIV g 4 AL i #F 5% £
HET OCEEY) A A O B R Th BT R R AL AL AR
1A B 37 (R B8 i) S 6 1) ) B T BB A
3 ADE xf HIV Z4#i& it 0B =

e HIV P i K bt i 25 9 9 16 R B, A v, ADE
A B 175 2 A T 14 G 58 UK, 33 2 1) 25 ) 24 00
WEROIN T R MBI 2T R R Bk, B,
TELI W K By BEAT A ST R SR 1 ADE KU 174 1 &
W A BRI T A b R 3% R G M Fe B
B SR S |, ST RS A A

Xt HIV B B B3, — 7 10 3 G 5 X i 5
V3 35} gp4l MPER [X % ADE &5 KU 26 0o 1) 9t 1
V5T o0 —Jr i, 3R A0 B OR ST OQ B X3, o ) % i
BagE I, B S SR AT N332 ROBE A A A AR ST I
O LR IR TR 7 R 7 F (| P R - 8 E2 R d S R e !
O RFETH R A ART I B R TR B2
FEPE R B 35 A8 T, R B 45 6 40 V3 B8 B 1] Bl i, Bl
AR 1 W A6 SR Ak R R G R RS R TR V3 3R
G AR T K 1 37 (R #0E AL ADE  SE X ADE JXUK:
Ik B g

T LA TR B8 MR 32 R 5 G g8 o 25 1Y) R 4R 08
PEAb B 2% Bk 5 B AR . I 5 1 FH 4 oK JIURE 92 1
Ad26/Ad35 iR 5 FR 5 X 2R R AN RE RR e 15
SRS A g, 38 T DL 51T R Gk i A
FE A F2 AP, 2 fMAR 58 3006 51 & 1AM
4% ADE 5 KUK , 328 17 DA 5 28 005 B4 BEL BT b A
2 ADE phfE
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AT A FeR 28 8 5 4K 32 14 1 A S HL
TEPUIR 25 W) BF I b, XEBUAR Fo B X 88k X 3k 17
Mk, @ @ ok HH TR T B, 7E Fe K5 A
LALA \PGLALA % {5878, BRI PR 5 FeyR 45 &
fE 1, VI FeR 400 ADE 38 ™75 [ ISR 1 2%
MG, 5 R PR XS FeyR I a #9255 26 F1 77,
SR AL BT A AR P 20 M A 1 48 22 7E ] (antibody-
dependent cell-mediated cytotoxicity, ADCC) , LL {3
P 00 2 R RO T 3R 5 @) M 1963 K
B SEHUAR 19 M BOBE DO G B PUR T AL Fe B
5RO Gy F M 25 S R TE AR T AN
[F) if 5 558 ADCC, RS 1 KL e FeR /b 3 (9 ADE 3% 78
BT A B AMA 2 R A G 19 ADE, 38 AT
PR BT AA S5 1 1) Bl 3 Ak, 11 55 3 5 0 A B 43 1)
A D B RAMA A T ADE (XK

KL, HIV 259 BiF e v, 2 % ADE XURS: B9 4% .0
TE T 256 1a H 22 07 TSR W, TESE B Bt B ik R Ge ik
PEAGUIR TR SRR o X PR S B G 8 SR RN 45
P HEAT 0 128 5 Ak, WE DA TR Sk BLskE 5 & ADE By Btk
PR ST H AR A R AP 1 B ) 55 B0 P
RO, DT A R AT0 06 25 245 ) R 1 2 4 i Ak, IR
SR B Y A R o X — i BRI
o T R R A TR BIL A, L R X B g B L R AT
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