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FEE: o). FITHBREAL LR EE (HIV) BFEHPOAG@mILI/R HLA-B*5701 fadk R, Jik: KA
RHIBAL LA (FISH) , BpARIE#AA Z AN RN, @ A O R IR4A S B AR DNA 44, RGEIIR
RAGZTHEZAEA, s HLA-B*57:01 MM R FERITIVE, AR E 0=0.05, B SPASS26.0 KM F 54tk %2
R: 353 % HIV-1 fab &R, 13 AW HLA-B*57:01 S4B, R4 3.68%; L PiREA 150 A, 5 AHH
HLA-B*57:01 414 B, Fabk £ 4 333%; EAHK % 203 A, 8 A4 HLA-B*57:01 S5 A W, MM F4 3.94%, 45k,

B IBABER R HIV-1 89 & FFHF HLA-B*57:01 [aHFAKT B 5L ZAAfe G AP AR RAYE, 12F R B H g m X

R B G
XE: #758; HIV; HLA-B*57:01

NEAIER (HLA)-B*57:01 J2& F LU 51
S R SO DR, 50T L 5 R S 8 XU 2 DDA G
W BT AR (ABC) & —Fh 28 56 [ 6 0 25 & W B LR
(FDA ) HUMERI BT S SRR TR 25, T8 A% 1 A S i
HilF. ABC HAT RAFMITAL. AR 25 W AH BLAE RIAN R
SRR 2 B SHAMZ YIS, MR HIV &
e HULFEIRS T —353" . SR, A BT EL R 5 Il kL
Sk, B JLEE RSN BB L =5 F AU B

B L% 5 RS N e — A R S B SN, AR
Ke BB AN R 248 1 52 BIREIR Z RIAE AR W] A8 G
1B, KT B ARG RS Mallal %5 58 i piris b
HL DNA ¥4l ( PREDICT-1) £, 7E#:3Z ABC iRI7IH
HIV-1 B PR 04 HLA-B*57:01 0] & & [
U (HSR) KA 7.8%M % 3.4%, Hit, AT
i HLA-B*57:01 £ FL45 b AR R R AR R 1) U %,
E LA TIILIWF I, JF M AR B A IE Sk Y
HLA-B*570:01 R (>14.1% ) , SBPGEF AR £V
A (22-26%) , WA (<2%) , PEIEFIHAER SR
BA% (<19%) " (EXFIRE, BAHX HLA- B*5701 ()
P gT s, 225 S R0 m e B B A B o A RE
%7 HLA- B*5701 LR FHM R0 A, Bk WAiE , &
A B 5T & X BT L UGN e R RO N B
HLA-B*570:01 3 H FHAE R A — AT .
1 MRS A%

1.1 W54

WEFERT4 R 2021 4F 1 H-2024 4F 12 A, 7E3RBEATH6:
7 HLA-B*57:01 By 30005 i 21t 353 4l
1.2 A8 51
1.2.1 30 I e e Rl & FAg . CX-WBC %Y
122 U ZWETOGE T S Fascan 48S; R
BRI 4 A4S XK80-A;
2 LWHE

(1) SIMAEAREE . (H EDTA HUEEHHYH 2 R
B OCRIE) HhBCZR A Ekin, B EDTA HrsEEHax
RA), &R R =R ERL, B, &0, &M
HRENRAT, W 10uL AR 400uL FEARZE R CQ-ENH
A1) Hr, B LOuL BREASIM ARG BE, B0, LA
AL

(2) BEPRIAIR OGRS H AR (FISH) = R
HRAE ORI B ANECRT SN, A A 2 R E S B
DNA 254, Il WA OGRS i e LR A,

(3) LEEIEGI MR Excel FAFIFATE L
B, IFHFH SPASS26.0 HEfT4EH-
3 &R

it 353 AT EAMMEHUR B*57:01 Kl HIV/AIDS
B, B 228 A, Lotk 125 A il SRR CIR A 2
ZHACFISH ), Ko 13 A#57 HLA-B*57:01 %V 5L
BRI RN 3.68% ; Hh itk AN 150 A, 5 A#
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HLA-B*57:01 S50 56, PAMEEEA 3.33%; HoAh R 203
A, 8 A¥E7 HLA-B*57:01 S50 HEH, PSR 3.94%,
PR ER L X HIV-1 845 1 HLA-B*57:01 FHPEREL
PEHEAT LR, KGR /K HE 0=0.05, JI] SPASS26.0 381
TR, DURS Hfl R =z [ L #E, ¢’=0.090, P=0.764,
ZEFICGET RS, AR PP TV T E A A R

L 1,
*1 Ei& HLA-B*57:01 pAMEZ
T B BH
DU (1=150) 5 145
HERKE (#=203) 8 195
X 0.090
PIH 0.764
4 it

N TR HLA-B*57:01 R FH AR 565N
FASHA, FIFH DNA 43 B 2 0] (B 3k B RO s
P TOERRICH TR T 5 MR SEE DNA Bt

CEMRER ) Az b e afk ErRFINAR R F 51 DNA f
BEH AN, S5 NE —Y DNA 2238531, 2t hiEn
{F 5K R G RN DNA 473 A1 40T, BIoHT
HPRAHMREZEME (SNP) |, KRB AN, TR
I H O PCR ARMESEIN S, S E I R 5000 5 BV A] i 2
TR, BRI BE A 3 2 3 P B, A S 2
AUEFTRER . HIUEAT L, ARSERE — I 25 HER
AR AR R TR X HIV B TR
TR A 3.68% MK T PU I K (5%~8% ) , {Him T H Al
TR B ANBER BRI HLAE P R A s X
IR HA 0.5% WDUR AN h 862 HLA-B*57:01
PEATAT | AR S PR 3 o T A 434 1 i PR R TR AT T 1Y
FEAR AR . AIDS 2500 2 AR it R 1 Hi 8 /3 3 T A= i) it
Z N B, P SRR (ART) 2 xtHi3Lms
EOE SR TR g7

MRy A DAL (WHO ) SOEiR T %, ABC
WA — 2T e SR 77 S8R SR ZE L 2, 4 i)
SEAEVGAE R RY LI LU BRRER IS O T 1A, ABC
PRI R — 207 EMRR T 2 i TR [E 2024 i b E5E
BRI iR AR ABC MR N —L T R
R %85 BTEL R BN BRATE G A 3Gy SO bR 5 25

P IR B BRI FRAR TR E HIV I 10 Ao R A SE R

SRR IV 1548 S aeiary .
T TR A HIV R T F T A
BUR B ST | BT T A S AT A i
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HLA-B*570:01 FEPHJ2 AR 44T (HLA) AT
ST R F R — A TR AR R Y
R, B SMN . AFRTCAHSCHE, BRIFRAIAS #E—25 %)
P ARSI R A TR AT S T SRR S
FERIBRUR Y, HLAB*57:01 fidr e 2 E 5w e R
A R ZAE R FARIC . ZEFFGR ABC JRY7F 20T, EH
FIRRIH A3 P B U ML AT HLA-B*57:01 S50 3L
T RIS T RS R (2024 B "vhdudil, H] ABC i
£ HLA-B*57:01, # g FHPE A g il fdi . 4K,
HLA-B*57:01 f& W 1y i& N 4 75 2 1 i A B
HLA-B*570:01 S50 LR 4% ; HLA-B*57:01 IIRATH
PONTE . MR, R R RIS, R iR T
ABC Y7 58 Z A HEA T8 RLOR AT (1) 20 BE R T 1 Je ks
HLA-B*57:01 fATR" . B (4 =5 a5 ol 6 % LA
BIT 6 AW CRIEPAIET . 11 K) , R AT
A AEAETRY T WA A AR AT i i), ELAn SRS e s
WAZBIST R A5 BT B R 5 3k 08 25 B0 Sl
BEW AR — R HIV R R E S, B
HLA-B*57:01 #ixX, 7EIFUAH K BT R I6I7 R
AT R PR SR A 4.8% P2 FA BT L =5 R U
g5 PR R =R ZE IR b i B 1 B e 57
SR R E M HBTE R 15 R e B2
%, AU, AT, Rrifn, SRR
BELG) A AN B S0 o P O AT DL T £ =5 A 0 s vz
KT — A Z FL A 6 4 AR AL, LA R
FERT R FAEAE B =AY B B IKRLA K. HLA-B*57:01 Jik
SEAFFFRIPLEN" . L, A A BT 5 A T
AR IR G 1) — AT, Hoh BSEAEAER T 4 (]
B 1 T A R IR )7 A4 B B =5 B AU I A4 s R 2
Y AR, HLA-B*57:01 250 56 5 (3 R0
BABRRM2ZESM, PEE DRI, RIERZHE
XK, LHS B 2 RIGHRIE X, FIE T+ HIV
JEPEEAEHIREET ABC M B2 AT AL Ay, FAR
HLA-B*57:01 &K 43780 J2 b e BT 2= 5175 & 1) M A0S g
PR TE, XTI R 519 HLA-B*57:01
FAPE RS, A 2™ i AT I R W o T DT
HLA-B*57:01 JEF R HIV B E A DAL T
RAWGE, eI SR BG TARRAES 50
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