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SR HIV-1 AEAEAAL TAFHE BT HElel QAT get
ZA8E AW 1047 dolgth(1-4). Y Fe] xR 2J3tH 53 HAY S
2e BATE YL ool ZUAEY WYo] L HoE H2 RIHI 9l
CH(5-6). mheld E QFE FAE AVI7 HET VAEE 1047 AN YA
U} ol ez AWSHE ol FAIL olelT HA typezt Telo] xl werh ot
L B2 7tA st ZEa X 2Ao] iyt uh-gol oAM= HLA typeo] whE
xpo|7} Qltie =Fo] RAE 3 uolrt AAE HLA typeo] WEF Ao & ¥
Ao gt Wrgo]l AL 4E 7] "R 2 d3xE 435t =Harh Eloj
follow-up3til 9t HIV-1 ZExE tff-E<Ql 70Hol|AA HLA-typing& molecular
typingS AAlstach. 4 QiAo HIV-1 ZExAAN 2eg4de] 11do] 2
A A7|BL AU ulojgia FAE JAYLEH A nlol L FE(RNA
copy number)& ojjo]Z X 24 B-& A1z 71&3F (35,000 copy/ml) o]dte] vt
2zog SX|AF o] AUEHN WY LAY AEQY D4+ T AEF UL §E
2 #8435 =32AU 1197 §A3ITh ok&y 2002 FtolA 20034 X AA
o A Hiolg A Zalo] WA UL 3t nef FAXR} ALo] ol 2 HUER
Bix| 7] Al zbshen ol e WA FAR7) B&ol wE &3 3} oidt B
Ztgit, dalm AR olo]R A &4 37MAE FAlo] HE&3te HApA Y HY
AZZ27F AE7} N 2AY BEsts Txlo) uis] AAB| i AZ2A i i
atg e GoslA WA ®R|E I ol Zo] preliminary dataofA zhetEa gith
HLA ZAZabele] TeiAo] olgt A5 i8] 7078el chyt HLA typing ZAZbe
MannS-(7)2] HLA phenotype scoringoll wh2}A] protective scoreZ} 23] 19, 13
o] 159, 0do] 32, -13do| 18, -2%o] 4Foltl 53] D4+ T AZ4E &
L3 BRAES 17HZ 6(35.2%) Bl A= protective score} 1 ]2 Lz
B} 538 Zol 9] 10 (18.9%) 2Tt WA Eych 17F M= Frizez T4
2eo HA3s| 5] 7oA 4Fo] HLA phenotype scoreZ} 1 oJFLE o]&2] %
Z 1.000d ¥is) Umx] 10828 2H(HF -0.20) 2T} o &drh olo] cfdt =}
2L o}z F3taQl Eajo] WRsHA| T protective scoreZt & AR} Fiol
thg} good responder AFHo] ol AE A Zo=2 ugrt. H|F protective
score7} & 7HaxIel Z4to thgt good responder LFo] AW3| HAe ALE
Ut o 1} protective scoreZt &S ez}l nef f-Axt] ZAEo] ZeHrhes
RIoE gl mutollsl -18E R #HxIME T4tz X g0 iyt £2 ke
S Ho|a ¢lo] good responderof A HLA type A[A7} 3lLte] cofactorZ2 2-EHS
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o 8x7} 7Fsstda Utz 11de] EE A RoA ulojgja FAo U3
nef SAz}] AL AL A7 B-Lof wlE u|So|Q AA}E osjrt At &
2= “10do|H ZFAtE ”‘ifé_t}"“ &etA g thr)g ez X &Aoo vlasty F
o] sujoja A #IF7} okshA|Nt 10 ojite] AH A& A T %%5}01 A
HIV-1 nlo] A7} zpale] F3 }% Aol A AAF g 2F FAY F s
A7} ohdst AZE W o]HE FEo| Alalojzhd GO R o]E HAIA nef
Az AL NEE AH HolAA Ha uolst ulolgaFA W R HA AL
g Zolt}h. o]t AEE ALHO|HAE uniquedt project ©J|BE FIEIIIF F
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