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MRS (Fn30) @ b RMuyE R4 A /L A (Human Immunodeficiency virus type I: HIV)
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DR, Fox 1X HIV-1 OFRBRE NEREBOKRFEL(LE v MEF L~V TN L7z, %
DOFER . 1990 FER1EN D 2000 FEE D HARICEB T DEEMBRELS HIV-1 ©
Gag—Protease Ik 2 F2HRIE HIV-1 ITHEAOA R RIBE A b L 72 & 2 A & OBRLAE ) D3RR
WK TLTETWA Z EDNmRENT,

WFZER RO EE  (J30) : Human Immunodeficiency Virus typel (HIV-1) is evolving rapidly
due to various selection pressures and its error—prone reverse—transcriptase. Temporal
change in replication capacity of HIV-1 at a population level was examined. It was found
that in vitro HIV-1 replication capacity associated with Gag—Protease has been declined
in Japan. This result will provide significant insight to the research community with
regard to the direction of HIV evolution.
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CD4+ T cell >500 (n=23)
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D, bo s bHEEDEVHLA class T alleles
ThHDH, it d LT Ax24 BEEKEZE B K
DHEILREDIR T L7 7 A VAW, A%x24 ZFEBL
LTCWRWEREIERE T2 LICL-T, H
AANDORICIEE > TV o -AREMEL E X B
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Replication capacities of chimeric NL4-3
encoding gag—protease from modern HIV-1
isolates are significantly reduced
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