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[ ZE] Gag-PolEH R ARG EE (HIV) EEAMEAZ—, HAMRSEE THIVE
LR AR B R R A R P T R B A S ARERE ,  H AT LA Gag-Pol IS [A] i ) i X HE 5 F K 40 o 790 4
FEAFE (CA) HWHIFA . 2 B0 0550 300 A S T 00 o 700 R0 A T8 0 1 700 45 . CA 300 3 590 3 2o 0 i CA
(14 B A B 3 B IR C A (1 4 2 R T 5% i) HTV A2 o 28 1A 0 400 o 590 = 2 100 1 R AL okl i 0 ) 2 F g o ) 30 o7
MCA-MBEZ AR 1 (SP1) AYYIE], 53 s A ol 590 38 ao A5 005 300 e SR IS 4, BELRT HLTV A 53 s s o
A AT 261 590 38 o 0 ) B A T TG M RO — B IR A M R B A TG T . AR SCRES T A X HIV Gag-Pol &
A A 500 R AR AL, XS B e b s 2 0 R A B AT 4R, N A S I R KA 24 RN X
HIV Gag-pol 2 [ i35 B il 70 F & $2 (it 2% .

[REIR] ARG PEBERR S Gag-Pol & [ &R G055 300 5% Syt 400 i 700 5 4 4 it 0 1 751
J AT 1 751
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Research progress in inhibitors of structural protein Gag-Pol of
human immunodeficiency virus and its mechanism

HUANG Guofeng, LI Congyi, WANG Hong, ZHANG Wenyan
(AIDS and Virus Research Institute, Jilin University , Changchun 130021, China)

ABSTRACT Gag-Pol protein is one of the important structural proteins of human immunodeficiency virus
(HIV), comprising the basic scaffold proteins and functional enzymes required during the lifecycle of HIV.
Currently, the inhibitors targeting different functional domains on Gag-Pol include capsid (CA) inhibitors,
protease inhibitors, reverse transcriptase inhibitors, and integrase inhibitors. The CA inhibitors inhibit the
maturation of CA or disrupt the assembly of CA, so as to affect the replication of HIV. The primary
mechanism of protease inhibitors is to inhibit the protease from cleaving at the cleavage site CA-spacer
peptide 1 (SP1). The reverse transcriptase inhibitors block the reverse transcription process of HIV by
mimicking the reverse transcription substrates. The integrase inhibitors impact the activity of integrase by
targeting the zinc-finger structure at the active center of integrase. This article summarizes the inhibitors
targeting HIV Gag-Pol protein and their mechanisms, and reviews the approved dosages and usages of
approved patent drugs, so as to provide the references for the future clinical combination therapies and the
development of new inhibitors targeting HIV Gag-Pol protein.
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transcriptase inhibitor; Integrase inhibitor; Maturation inhibitor

N KA RE G B 7% 7 (human immunodeficiency
virus, HIV) J&— B fig i BN 2 e g2 ik b i) B A 3
W SR T A LR OE B RNA S H, 7 S EORASM:RE
BB 25 & 1FE (acquired immunodeficiency syndrome,
AIDS) . #(%E 2022 4F )%, @ERAKZ4 3 900 )1 HIV
RO, oo 2/3 A TARM X B, 3L R 2
4010 H ANFLTZ, 20224F25 63 5 ABEF AIDS, i
4130 7 AIDS R il . A DA 241 (World Health
Organization, WHO) Ul & >k 10 424 4F 770 1 A
SETF AIDS, Xof 23 A Al e 7= A JE Kl

HIV % 7 3t K 4 iy 5'-4 oK o 8 82 )5 41 (long
terminal repeated, LTR) . Gag. Pol, Vif, Vpu,
Vpr, Tat, Rev. Env fil Nef & 1% i X & 3"-L TR
A . Gag. Pol Ml Env J& HIV # 34> £ 2 45 # i
M, o g% Gag 25 1 A1 Pol 2 11 FF ) 152 HE A
HE . GaglE A A C MYk Ih %11 M2 L%
T, PolH H A LABHIF Gag 5 H 1 mRNA, 7 b5
filh - 38 o B -1 AR RS S (programmed-1
ribosomal frameshifting, -1PRF) %7 2747 B 7%,
A W Gag-Pol B IRHE 1 .

Gag % H & HIV 8 H 4 b g & B 1) — 445
A, AT e Ry 0 2F, S A i s AR
HAMAHEAEM, AN EKTREEZEE K
(endosomal sorting complex required for transport,
ESCRT) firfa N AR S8, JF B H iR
S DA B P T A0 2 AL, DT S8 AR 2 Y O
fit o HIV-1H) Gag 8 1 NS5 1 3 2053 0 4 445
B fENER IR (matrix, MA), &7 (caspid,
CA). #AK7E (nucleocaspid, NC) HI C ¥ K P6 7
B, Hifb, CA R NC Z 84 E £ ik (spacer
pepitide 1, Spl), CuHify NC 5 P6 & 1 Z 1] A 1] f#
Z K 2 (spacer peptide 2, SP2),

Pol#E =4 3 Ih el , ol e B EH Mg . i
HORMRAVRE G, e BIRNAS A RS AR
AE o A 1 U R A RO 30 SR I ) B i B
W SRR, AR AR N g E R A
545 Env, Rev Ml Tat % 5 L#, Fifh Gag-Pol
R B LR SE, PR ] HIV Gag-Pol 51
A 7] — B AT AIDS I R E ik z— 7
IS B X HIV 4589 8 H Gag-Pol By il 8, JfXxf
HEARGE M 1 Gag-Pol B A% 3l i 57 F1 H BT & FF & 19
HIV Gag-Pol 1l il 57 S HAE FIBLHI 47 2534 .

1 GagZBEHIHEF

L1 CA#HMAM  CAEMH 230 F IR,
HFEFTEMRFE T CRKigE B (C-terminal domain,
CTD) #1 N K ¥ &5 ¥ 3 (N-terminal domain,
NTD). GagB CAEHJE, CAEHASEHHR
BSCRAHEIE CA, AL 2205 75 2k LA FIAH OCBE . CA
R 7. B 245 () 45 4 ol S SRR R 12 A TR A, 3
FIE M CA. CASMREZ M EW Filfraia, =
#5745 M % M 5o (tripartite motif protein 5a,
TRIMSa) 39 U1 J2 22 B H R Ak 4 5+ P A 1 6
(cleavage and polyadenylation specific factor 6,
CPSF6). #AL#EH 153 (nuclear
protein 153, NUP153) . #% L & M 358 (nuclear
pore complex protein 358, NUP358) . i %k i
i H B (myxovirus resistance protein B, MxB) Al
R ZE A (cyclophilin A, CypA) %5, EaEfT6
et MM . Biot . AKLHNSER S e ok kS
SR AR AT AT LU TP CA-CA A BAE H
F18 0 A4 700 443 2% % 2 IS R BB A IR Y A
X CA A ) 50 38 5 DL i CA Y 802k 52 i HIV
S, DU S S AT 25 G AE CATE LY 75 BRI TR
fii F CA-SP1 L, ¥k HIV-1 &K A X CA f1SP1
Z IRV F A DD ED A0 HIV BB s
L i 410 1 77 36 A EP-39 F1 PF-46396 % . Bk 1 BH B
CA-SP1 T2 4k, nr LU i B3R 4> CA Bk
9 CA ZHAE 52 W) HIV Y S0 o R TR 341k il O 1k 2
H 1 (adenylyl cyclase associated protein-1, CAP-1)
S CA M ZEAA, AT LI BR U CA 2 2% i
) CA-CA M EAE AT, 38 4 52 i 40 ) i 28 CA i 4
R ARG 1 1 B E L S I S LA R A
PE74, GS-CALl., K+ (GS-6207) . I bk
M2k 259 (benzimidazoles, BMs) FlA& — 5 B2k
2% (benzodiazepines, BDZs) 4. H A fl CA
A0 5 2 S 5 e 5 s R T A A
00 50 5 T 0 B S R f 92 0 G S R . 7R RS HIV
AL, CASAESt CypAMHEAEN, £
HIV-1 16 A 26 40 M b i e v, 3R 8 R A
(cyclosporin A, CsA) Wl &5a ki 5 CA 454,
HETTFEAR HIV-1 76 AR A0 b i R e vk . AR Z 40
L0 7 P AR SE CA & [k Pt HIV-1,
MX 3 71 # H B GTPase2 (MX dynamin-like

pore complex
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GTPase 2, MX2), W% Gag i CA Xk E
T X MX2 W 5 Bk, B A e # B #b DNA
(complementary DNA, c¢DNA) )4 8 Fn 4L 4 14
A Z B EH

1.2 NC#H M NCHEMAH 6L, &
SRTE Gag 8E P H i 4l TR/ — 384y, (B HAE
HIV A= i J& 9 9 V8 2 By Be i 6 22 QB SR T
A 45 KL 2H RNA 1955 PR 00 L R U 5 1Y 45
20 2 R e S AR . HIV-1JR 8k TR R A
AV HMMTEENCE M 005 il fUEE G 2 G
2 %% IEREFE A RNA 2. NC & A R5F ) CCHC
By, MPREEARAA, FLWO AR B AR, 2N
BE A2 0 AR RNA 3R A0 R 35 30 5% S5 il A2 i) 2k
P20 RNA Fr 75 19 7o Bt NC 2 A 0 i1 570 it
HIV 52 il Aok % s B fl VR . NC 2 = i 5
HIAEFPLH 224 2. O3 015 NC 548 25
P, B FE A5 A8 B 2P IR e I TR 2 2 T b
e (o AR A A B BE R (azodicarbonamide,
ADA) A DLl i 5 B S 45 0 s o B bk | R
Bk 1Y) A AN RN, S O A BE S R R,
BEIR NC 52 Moy #H B /EHS, 5 pm
NC il 50 38 A7 % B o8 1P Bk e (MDH-1-38) K& H:
Fi24 (NS1040) ., SAMT-247 . 3-3F fiff 5 5 JHe &
NOBA) . W Bt %
(dithiobenzamides, DIBA). ADA #il PD-161374
o IR 5 AL BT HIV 259 4 1R 4 19 B[R]
e, BHRKZHARMEEN, HfRarrs ",
QYRR a5, (HIFA SR Ere 40y,
A NC & H & EAE N, a0 galgalinfif £ .

1.3 P6ZadwslA P6EANMNT Gag HH M
Cufi, H 56N, & A 24 Mot L5 — i i)
By 1 (PTAP) FimgMAEEF I (lyypx), #J4A 55
5 F2 4 F MR 2 Bk 101 85 F (tumor susceptibility
gene 101 protein, TSG-101) 1 ALG2 A B 1E H &
H X (ALG-2-interacting protein X, ALIX), HH
TSG101 41t ESCRT- T &AW 3, ALIX
& ESCRT- I /Y & 485 F1 . b3k 2 B8 B 540 5k
PTAP Ml lyypx 5 ESCRT- I M1 ESCRT-Il & &%
Yy PR R, R W 2 AR IR L 0 TR BT b
1o HIV R EERLF7E BT 20 %, it 5 i 4 e s
ESCRTs A B E F, M B 2% 94 19 40 i b i 2
P6 &5 AT DL ik BH 1k R 0 Ok i AR
BERY A, T P6 AR Y Bk I S RS T A AR

( 3-nitrosobenzamide,

etk U0 P6 R Y IE 6 BY Y06 T B 2R
I AR B MR B B OCE B, L LTk, P6EH
EHIV AR S BEE 2 CEZEMEN, KW
IR 1] P6 AR A R R R — S e HIV e 5 1Y 7
M. BF TSGI01 Xt P6 i A A HEW/EM, K
WREIR = Z M A EAE R & S8 Pe R LIk K
FEIhRE, HEW O HIV 8 # o 8. JF 5
TSG101 i N 3 X d8k TSG-5'RE % 5 i TSG101 54K
P M Gag R 45 &, MHDREHZE .
1.4 A B % # 3K (matrix domain, MA) 37 #] 5|
MA #1128 MR LRI A, Gag il o % & 1 #%
SRR E AT R AL . AR, MA &
19 7 gpl20/gpd 1 L B 2 11 52 & W 48 55 51 75 R0
T, AR SEREEAE EH T gag EH B R
JT R 58 B 2F . MATE B B rp 25 22 IS SR AR A
FEZ5R, FE A SRR RR AL E B A FL, S HIV-1
Env (1 C ¥t B i 4 45 6 00, IR 2 Env il A K
BRI YL B2, MA PO R B R A &
KEE, HTMAEAEZEESH ) EnvER L E
YEHT, PIAR DA £ X F MA B 30 il 5 .

FR 3 51 X HIV 1Y Gag-Pol £ F 4 i 5] 4 J2 i ik
B Gag 85 7R 304 HIV B & 61, 5 B4R f 41
Hil ML MRS B AR, TRAB 45 M 3 1 & & 11 2A
(TRAB domain-containing protein 2A, TRABD2A)
T Ao A A TS L A 7R 45 A R 2 B 1 Gag
S HIV 1= A, (R ELRVE AL S AR 28
W EIFES BB EA
transmembrane, IFITM) ZJi&E & A A AL 0] DL ]
W TR R, BT LA T ORL 0 SR e P, e
FEOMNEGMR. FLRIEYYS Gag., Pol M Env i
FIA 2 VI OCHE, (B A i 4 1 23 9 Nef ik 2 % B 2
Fss . wm gk T s S Gag A &
M EAER, AE HIV G 9 73 B B i BE B
BB B 1R LR T A

2 Pol I

2.1 EZamwHmpHAAN HAME N Gag-Pol H AT
W2 REAN g, E2—fEH 99K
PRI KA RREAR. HIVEABEAS ZHNEY
FeSEbE, PTLADIEI R AR Y. WK
220K A B IR 9% T T B D3 A BRI A AE I 100 sl T
D= A A id vk, (A5 0RFE, HIV 085 F G
WAAE ZRAL G A e AT I, L B AR R
A N B FlC i 58 DO Z RAK B 1 2 G E

(interferon-inducible
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F L, HIV EABPKE HIV B Gag 5 A Y1E] A 2
69y, WIEI AT EAEE SPLAINC F Bz i)
B ETY], HKJE MA A CA H BL 2 18] f 24 i K SP2
MP6 R B Z B 8T Y], F 5 & CAMSPL i BeZ ]
B2 DL S NC FSP2 r BeZ [N 8T 8] . Rtk , 41
Ii] 25 11 8 04 00 1) 550 A 40 ) HIV B Y AE DG BF 92 vh
ELA BT N T 5, %28 2R 0 ) 2 R R
J7 VR BB R4 o AR X B 1 A 40 AL
T BRI AR TR M, AT AR R B 2R
YRR P EE R R AL, R (T kL
Wk, BT, R R R A YT AIDS e
RO T . A G Y aE B HIV 8 g Y R
SRIE W) Gag Fl Gag-Pol, 11l 2 11 Bl /9 /K M 35 1
FE A N R S X HIV 5 ] 34 4G 5 0 i 4 il 4
SR 1N IS A R o B PR 1787 1 B S S S )
PRI Z KA AT DABH 1 HIV -1 25 (A B0 2 1A 0 i)
R 2. FERZEEEZ R EE T, GfEEA
Tt 0 S50 0 E P 8 390 2 SR 1 24 W AL T o A A
HIV AR N R, KE e oifg, FEILAIDS
AWML H 0L R B R S A0
o B E  FIHEIR L . mARIR S L EE AN
WUCHRT . WIP AR . BIHLART . B hREs . ik
AR RABE 5, HUbHM A A Y ik
GS-8374. SC-52151 FI KNI-272 %% , {Hi ik &9
YR BRI E A B, B SR . AR
Z M FEOR TR M S E T . WEIRF W — Ak
i A HIV 2 OB 6 0], e 1995 4R g 26 W &
M2y W EBHE PR R) (Food and Drug Administration,,
FDA) HEAEAE F o (B 8 F i 0 ) 50 51 2 30 e 5k
it 1 ) 5 — B, Rk DL SE e PR HIV &2 .
W 05 FH 2R P T R0 S . HTV AT BB 4 H BT 24
PE o R A AN AL S B HIV R A5 R 30
FR TS 245 1t S DT R o, R D PR R R R T 2
FRAR ] g s AL LA B, 0 b A a5URE MR R,
23 SO B 1 I 590 0 BRI R A AT T BE R
ATEXT Gag AW YIS L MOk B E
F1 Tl 4O 81 00 Bl 0 T R, B3 BT AT 4 4R Tl
i 300 35 A AR GF IR T AT R . RIFEAR S AT HIV /Y &
P B AT AR 38 A RO, R 2 = AR T TR R
R, IR 2 B &R B R H AR YT HIV &g
T B A % 25 1 i o R 3 25 B L B A ) R R
R, WERHZ WA LA TRREIEER, S
O ORAR KA G o DR A R R R R T

22 T & 2R 11 Tl A0 ) 5] g i S A R D ] ) S )
R Ir %

2.2 #HEHZEBHBWHN VR E M6
TORAKEE, h— A 560 4 & R Ak L A FE
(p66) Fl— A 440 4> 2 KL R 5k 5& 19 W K& (p51)
N W EE R Z BN UI R, 33
i FERL T B 2 A I KL - p66 M A Fl Bk 2 RNase
H 2589 5% p51 W3, b p66 W7 38 H A7 2R & il Fn
R TG M, pSLIE B AL T AR WEBRIRAS, LA
ASCHBEAMEM . MR EE H (ribonuclease H,
RNase H) #Y N ¥y 2 5L 2 P i 1 45 11T 0 2 5 0
FETE W e S ) — AR wE WA . T
HIV LA RNAJE AR E L, B15 32 LA DNA
WA, Wik h THACHEREZES ZENE
DNA |, 5 B DL e s 7 308 B BE RNA % 748 1 XL
B DNA, HIV 5% 5 B 40T . (RNALys3 (1)
RNA 784 7 #5554, (RNALys3 FlJ% 2% 3 K 21
RNA (viral RNA, vRNA) % 3% 5 % i %, M
tRNALys3 (4 3" 35 HF 4 11 vRNA [ 5 3 7 18] 5 B —
Bt DNA, Y4HHE DNA & BUE, B A FRAE RNA
(g BEHE DI 2H ) 23 Wit % S i 19 RNase H 2l RE R fift
T 50 B 7 PR AL A BUEE DNA BRI AS () A BRI 7s
KR EE P H), i HIV A B 7 5L 4
BAPE FERA D, HATE X HIV 380 5% 5% B 0 25
WYyal oy Ry 325 . OB H 6 5% s B3 1 57 (nucleoside
reverse transcriptase inhibitors, NRTIs), 7E#i%H
SWERIEUE, TR R SRR sE 4, Bk
S SR I SE RN, S BUW RE DNA TR A . W
WA NRTIs @G 2w+ . KAENE . FLVTMhEE |
ok . B . BT R FF 2 I FEl
KE. FLZREHAIIRZ T Ry kn &
B Ry, AT RLA ) B DNA BE ZE I, B Ik
HIV ik 35 1Y 0 5% s g #2  (HRE2E NRTIs A &
JEE BN BRI, A A AR B NERRE N B
A, JFATREIRE %, RN PUE K P
Tk MRS 55 OF T 38 4 P 3900 5% 5% Wi 40 ) 51
(nucleotide-competing reverse transcriptase inhibitors,
NcRTIs), 5 NRTIs Al HLH 2L, INDOPY-1
B — AR IR NeRTI, 26 30 % i 48 4% bl
¥ H = ®i R (deoxy-ribonucleoside, dNTP) %5&
(AT PR B ARV JH , BETTRZ IR T HIV (9300 4% 5
o, @IENRTIs (non-NRTIs, NNRTIs), L5
MY RFTPOE, whife . KEHE. K
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=5 Ak . KW VPFE M, Depulfavirine (RO-0335) .
FIVCF AR, 247 4 MROFN K D 4EARSE . NNRTIs J&—
I it 5 HIV 3 S5 2R G 7 2 B i 09 i K 1 4%
ZEA T AEAE RN F 259 . NNRTIsIRYT HIV
W 2 — SR Z R, T HIV 96 5 1 Rr 22 it
b, SECEBS NNRTIs JCkAE T % s |, 4%
SRS — AR R, s HRCr, TR
SR S A LR 5 180, 181 1 188 A% tH M 25
PEGEAS , HE AR 2590 007 B0 55 o B LR A ) i
YER AL AL, 3 A 38 a0 4 396 7 3% 1 5 0 >k BH 1k

DNA & J B 570, A BEFR o S 007 B e 308 4 3¢ il
MHF, EFAAAE N —FEEZe bR, ar L /b i e

SRR SO BRAh, B TE 2 PO RE N T 2y il
o HAB AL 5 e HIV (1 386 5% st i # , APOBEC3G
AT DA A0 2 o 1 UKL, 0T A= DNA fu i b 9 B
W 4 Sl e W I 2, i A hy B W S B PR W E 7 A 0
R EE UL G—A g As, HEm A E HIV-1 & 1,
B3 R 40 B VR 23 808 28 N TR 00 B B A 7 Vil 28
(SR CET .

2.3 XAHBEIAEN Y HIV A RNA 58 5L % 5%
e cDNAJG, SWEAEm FREA ., S
SN, BAREEm EARN IR LI DI ReRE, [H
I % A il 6 HIV &2 46+ 20 28 0 78 HIV SO i
P RAFTFE 120 A M. BEHRGE
pol H& K w1 iy 3" B4, HH 300 R IER K AN . A
fitf 32 5 A Nom a5 il (& BRa 657 ) . ik
0 G5 R SN C a5 R 8, DA 3425 4 835 8
EBA AT DL 4 5 5 Mlfs E DNAM EAER . A%
A 2 BA I Y AN A BRI v
B EE AN ATGHRE " REMmIEITR S
YERA AT . 55— 3 dmab B, B A R )
99 7 cDNA K AR Ui 55 2 )7 9 iy v p 51, JF N
B 3 N VI E 2 AT IR, LA R R R g R O
ILEF, %7 DNA & f 2 REH AR Gl —EE R E
8, FEE AN EN SR
TR 3 DNA #5840 550 b 38 3 1) 9 7
cDNA K i 4 A B 15 £ 42 4 /K DNA 255 5 2k
A W43 5, HIVERERZ L, JEF e
EYOIRE . BAJE, K212 h i 55— 7R
HIV, 7Efa £, BEIFRARE WAL, ATRLE
AEAEAR T — 15 2 DNA o 245 J5 1995 5 DNA,
FERG R b FARIROIR S, B B0 sk 7
T BRT X B DR A Y B o, R T ik e AR T Y

A BEGE Y R b T A Y Gag-Pol #
JaA, RIS EE R . B G I T AR TR R PR
TG, R A H AL B RS,
ARG RE R . R T AR R 5, BT A
Pt 00 ) 700 6 A PR AIL o) 2 L o A 5 ) A £ O D
il HIV -1 BEFE RS TG P o 5F — P I o) 550 3 5 2 B4
T %45 B0 Ao, 5o = A s M
HUWEL J& — F E6-APc iy [/ & (homologous to
E6AP C terminus, HECT) %I E39Z % & #2F,
15 A A O SRR A, T — R
e #E DNA A AR . R E 4 Y
S-1360 i1 LL-731988 45 i ik % £ B 4 4k A7 28 b iy —
MEREFREMEA . BAWMRKEF LUK NY
hSNF5, J&—Fhse G 30 il 5, 83 Rpel 25449 5
1 AP N2 (transactivation response, TAR)
RNA 35 4 Vb 5 % & W25 4, JF 78 HIV-1 & i
KAEZ Dy A 5 L B R
GSK1264 ., WEmfI 259 M KF116, - i 4 6l 75 &
PR R AR R AR TR O B R B R R R AR
AR T HIV 095 5 B, 2 25 F oo i) HIV-1 19
HERE BT E T, R R Rk sE MBG L&
¥ (RCD-4 fl RCD-5), 1.-731988, 1.-708906
JTK-303 (GS9137) o = AQ % % 7% 410 i 771 28 % Fir
F.EERS . LZEMEMAES (GSK-744) .
RS g, BRI R R R R A
S R B0 1 HIV -1 6 5% B 16 1k I 5 21

3 Gag-Pol iy i8] #Z HI &l 7

3.1 GagZawmaEHHAMN  GagP6H A LI
L E RN N ESCRT # B HIV 28, X 1
Fse ] LI ESCRT £ 45 69 30 i 770 2 7T LA $BE
1 HIV B 2 o retroCHMP3 0] 38w & i 410 i
ESCRT i, ff HIV Gk #iz i il 28, R8T
A 7R

3.2 PolZGawyEawsl A ALy EhumERN T
£ HIV YL f v, 23 8k Pol vh i 28 (1 il U0 1 .
CARDSTE# HIV 2 H il U) 85 16 Ak, il & 48 5 /)y
PR BTG, W AR T o S HIV Y 2R Ay
W, MOVI10 & — Fh RNA i e i, i % ik
MOV 10 £ 3 5 HIV J& YL i 240 i 7= A 1 95 25 550 ok
A, AR R RN 5 RNAZS G, 2E M52
HIV &, & Sw a8 b, @ i
T 7 SR R B AL B I AL e Y

3.3 HIV Gag-Pol #5-1PRF #u#] #7 #1 & 4 HIV
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AN, e eESE 20 S G B4 £ DNA H,
JF 38 o 5 S B YIE 1 2 /B mRNA . HIV 23
it -1PRFE 2k 85 Gag/Gag-Pol B9 FLAH , F %
2 AT ARG 0 A6 5 5 7 910 v g B 1) 35 A 1 S I A
HOBLHIV i % 2k AL B M 4 ™ . HIV il
-IPRFES5 W T 2 MELATER, — 1 2H3TF
4, -1PRF KAWL T ; 57— D 2Bl ES,
ML T W BT A R A mRNA 90450, |
— AN IER R A R B ZE R ZE A . SRS Y
G RAER, BB S R AR, HIV %
FERS R H C BB MACE, RFF A C Gag/Gag-Pol
B, Ho 9096 ~95% B MIF N Gag, Ty
5%~10% il i -1PRF Jy = 1 P8 i Gag-Pol, % b
(X905 7 (A e A 2 G 28, Mz b %,
o s A | I IO I s -
Gag-Pol 1 /b ik = 23 RN 85 B 7 M 4 e, i K
F ik Gag-Pol W2 S8 HIV (19 -1PR 78 40 i PN 3805
0505 75 AORE B ZE B AN 2R . U RS ek R 2
S5A AT BE RS A, T LARE 1) Gag-Pol # % 1Y
IR, A HIV A5 A A R G 0 8 T
o H AT Gag-Pol ¥ % 1 i 57 3= 22 3 i L 17) mRNA
B -1PRF 155 k6l HIV (1) & il s sl . C190rf66
& — BT P F R B L I (interferon-stimulated
genes, ISGs), WHFRA SFL, 25 —Ag &k HnT
DL E R §-1PRF DI fig M AR 1. -1PRF R 5 &
fiih 2 I AU ROHE R e A, S5 4R SFL ORI EL A R T A
F 1 (eukaryotic releasing factor 1, eRF1) /H#Z B
i F 3 (eukaryotic releasing factor 3, eRF3),
[ 457 1k B S b R, floh R AZ W AR S 7 R R % 1
# RNA, ¥ Gag/Gag-Pol it . SFL J& F—
MBI PT-TPRE 04500, ol 00 8 H At 75 40 2
U il R 99 75 55 (1 - 1PRF # 85 , (HALER J--1PRF ™,
A IR A AT DL E i Gag/ Gag-Pol 1Y H A8k 5
MHAEH, WRG503 (DB213) % 7,

4 Gag-Pol & H # #7134 H b 5 F M &2 I

R 2 A % 5 HIV A R 0 8 e 52 H L]
G F 2 Gag-Pol B0 il 351 % I Ath 55 75 A 2
B VR o F 4 RNA G, a0 e H 75 A8 i
WS A A S HIVHEMNE OB, Bam
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