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NoN) = AT LAORFENERE L, FRICE 2 A GDbY
72DNA T IA L - IANVARZ ¥ —T— A LIk D
CTL ZFHERFB HIV-1 U 7 F > DI VET MBI BER
PEOBREASEE R L 7 o 72,

ZORERE, W OhDT Ty TIEAMRELXTI SRS
3 CXCR4 $51H)14: SHIVS9.6P D #EBL o> 481 A% 13 | Fhfe 5212 38
B HNFDa LIS | @R g & £ U A CCRS #5117
P SIV OO KNI IEH I TH - 72 490 P o
FUERICEY, £y FRA Y ML SIV IMAE 2 R
BREELUT I HIE S Av, @R g BT B 1278 - 72 iR
HEAEBIE, ME—, kx4 DDNA 771 4 - Gag I+
VEATANANRY F =) 7 F VEREBRIC TR ST,
BOHTHLT (R1b). o SIVEHFIHARI, HE
FEMBE A RZTEAR 2 9 AT (MHC-D) #fsT-%1
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VOSERD T T A I VN K B AV AKERPNH O ] e DS
WMo TR SN, REEFIE, HIV-1/SIV & MERB gk
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HIV-1/SIV i 12 BT, CTL DR REeTH
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A logical approach for prophylactic HIV-1 vaccine development begins by recognition that the
regimen needs to contain viruses which are not cleared by primary host immune responses and
develop persistent infection. Hence the required strategy is different from the one against self-
remitting acute infections which aims at eliciting robust host immune responses in advance by
infection mimicry.

Host adaptive immune responses do play a central role in primary resolution from acute HIV-1 and
simian immunodeficiency virus (SIV) infection, but as observed in the non-remitting disease course, their
function is not fully exerted, leading to failure in viral containment. Either overcoming the limitations of
antiviral immunity in natural infection or augmenting the effectors potentially capable of controlling virus
replication would be essential for development of an effective HIV-1 vaccine. This approach is hand-in-
hand with understanding of the reversibility of various steps leading to establishment of persistent HIV-
1 infection.

This article reviews the interplay between HIV-1/SIV and the infected host, mainly focusing on
macaque models of SIV infection and characterization of the two major wings of adaptive immunity,
cytotoxic T lymphocytes (CTLs) and neutralizing antibodies. Discussed in parallel are the up-to-date topics
of HIV-1 vaccine development including our recent progress.
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