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N5 R B % (Human Immunodeficiency Virus, HIV) &4 T 5 2R CD4+ THE 4, 23
KB R ELE S E(AIDS), MRETZIRA I TARM. HIVE TSRS, HHGHILHE TR
H & K455 EMRNATER A EXNDNA, FEE#E A FHFMmIE 240 ——FE R CD4+ TH 40 fyH
Bfhd . XMEESAMUERE SR TS EHM NG BT RHEB RN, FERSBWR
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Abstract

Human immunodeficiency virus (HIV) infection causes acquired immunodeficiency syndrome
(AIDS) by specifically destroying CD4* T lymphocytes, posing a serious public health threat. HIV is a
retrovirus whose unique mechanism is to convert its genetic information from RNA into comple-
mentary DNA, which then sneaks into and affects the chromosomes of host cells, mainly CD4+ T lym-
phocytes. This integration not only allows the virus to use the host cell’s transcription mechanism
for long-term latent and continuous replication, but also directly leads to impaired function or
apoptosis of infected immune cells. Therefore, in-depth elucidation of the interaction between HIV
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and host cells at the molecular level is not only the scientific basis for revealing the pathogenesis of
AIDS, but also the key to the development of effective vaccines, new therapeutic drugs and even
functional cure strategies.

Keywords

HIV Infection, T Cell Dysfunction, Treatment Prospect

Copyright © 2025 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5]

SAFVE GG A 5 G AE(AIDS) 2 R HIV B 5 300 LY M G 28 7™ F R P A% O, PR BE AT 2 MERR S
B MR AR 22 R G AR S 2 PP EL I R R I B A4 G IR R G AE[ 1] HIV 43 APIFIEAY: HIV-1 fi HIV-
2, Hort HIV-1 S A1 M58 R [2]. HIV TR ICH) S8 5 A2V G, CNS, B, FiE, MR, i, 5,
ML HIV B OO — ML EE AL TAR, JExtt S MasriEm T ERmEm. R
BT R 2 T AR B AR B HIV RS 757, R I se ikl H s AU P Um B iR 7 g, FRAT16EDS
A Rt 5 B A S TG B, T B AR T B SRR T e TR, SERUR R A A, fRE e
H A S

2. HIV &t

HIV A g A 11 M B . HIV EXE AR RTE EARN ) CDA M, &R H B & 3% 1 FMNERE
HH gpl20 A “H4HRL” , ASHEHb R 8 e S 4E M 1Y) CD4 437 [3]. —B454, gpl20 Mgsiimhes
RAARAY, , i I T IR 45 7 o o X T 2 i () 7 s o i 2 5 R A e )i Ak BR324 CXCR4 B CCR5
B X RAPPEPRBL, TR T — a0 KT, BB R AE gpl20 KRAERZIN
%A, BRI gpdl. gpdl ) N K& —BAFRBKIE T4, BB N EEGH (1 i
P o HIV 1975 7560 1655 L 200 P P A PR P O 26 T R [ 4] N B AR SRR AL 7 — AN B Bk N\ SR 41 i ()3,
R E RO L RN T BRI N @R FHLE], HIV SRS HOE B RS NS
Y, A JE SRR ) AR e R BE e T AR [5] .

HIV 7ESE 20 A A 1) 52 ) a RS o e ) 2 P o g O bk S i B e 1 P2 40 4, B0 T k2 4
f. BikEL4NHE. DC gk, SEFFRThRERAT6]. Hrh HIV EEXd; CDA* T #R 41, 5415
I CDA RS & R BhHE NN, B BAE VIR RNA 185555 DNA, FF34 315 1 Y ik % ieiim
o FEAIM AR H], RAWIRRIERY, SEEW.

3. HIV % T ZHfa% 0

CDA*YlIHL, NFrfish T 40f, NHKMAE CDA PEE M4, T2 wh4n i K 74 il Fo At G2 40
file HIV ke RN 240, SEHBE SR TR, Thaeki, 2 CO4 TR T —e K
P, BB ARG R AE T E L RGN R, RN SR A 7]

HIV Ri % CD4* T 4Hfa B Lb— M CDA* T 4 RF 5 55 2 B HIV &4y, Pl CD4* T 4 i i #6 MI f2
BT — o 0 6 SRR 3 B PR AR RN [8] 0 AE MBS L Bl T F A I R P K HIV i ek CD8* T 4 a1y

ik
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WOEIGE RN CDAT T MM RRELD>, FEBE G B IR G BRUE Ac 2 IR 2 5 CD4* T A& FR[9]-
FE SR D™ B VH BRI CD4Y T 4R IX P2 0 ) N RS TE R /ESS, BRItz 4, —J51 HIV i5S1
FE AP BOEE1S CD4T T 4 A1 CD8* T 4 A A AAE T Nk, 55— HHE HIV 7% S 018 M G 5 s 1
13 CDA* T 4l K EIGTE, X XN HIV RG22 5040, AT A 1508 25 72 44 N 35 A B2 I [10]

3.1. T AT

1E HIV B  2E, RZHECOMEL D HIV i 8 E N 2RISR HIV R PE T 4800 1 PD-1 524k
ACERIREINLL]. FEM MR, REELTH 0 HIV BUJ5/KF 580 PD-1 m3RiA KFI T 4iie 3 [12] . 7181
SRS, R AR I RSB RO, T Ak NS RE R VIR, B T s . Bl MRS E T
TR T vEE R, X5 T AREZ5RRIEARFE: T 40508 32 B2 T R R R g 2
B, SRR IZ NG AN R T AN S AR P R IE I, A T AR ECRIRD[13]. EKSEHUR 118 R T
YA NFERUIRES , HRFIE 2 B/K-F 1) PD-1. A4 M G 2 K 7 AUk 770 1) SR 3 DR BA 2. 1) T 4 i T e
PEfg[14].

3.2. T MRFIRIER

T 40 il TCRICD3 & &Yk T 3i%, fEsk=ilid CD28 LMl s S HIfE i ~, DL E=40m Bk Aol
WO, T MR TCR S FE—MLR ML, LREIRE. 78 T giiaEid 4, PD-1 5 PDL-1 BAHEAE
FH B 2 BR T R i 52 & W90 55 31 TCR/CD3 i CD28 Az 44t il , ‘5 B4t Mu ik oi; PI3K. ZAP-70 1 CD28
HI CD3C I P G5 A0 2Rk, AT T 4 igife. st 7Kk B8RS HIV (k1) PD-
1 =R T 4ifieF, PD-1 5 PDL-1 fi%E#: S8 RAS JEIEZHNH], FiF Erk FIBEER LK FBEK[15],
PD-1 #Iil] T 40 B35 P02 S 35085 3 G R ek

3.3. T Ap=is—RIHERE

HIV &2 fil )k CDA* T 4R ZIF AR B 4a A, JRHER RER RS R M B2 FIF. DHARm, &
AN IG5 7 0 B P B T2 AT, IR T FL R AR P A Y, 2R B A Rk N T R T R AR PR AR [16]
XA E g AR AE D) REE SR Y T AL U R, FRM R 7 A AL O o b — S SR HIV @i
R AR IZE T GLUTL BUSRIE, 1054t AR ok 3 2608 nO 3050, AT g 8 i P e i AR SR LS
Y, [E GLUTL L r] H Tk — P4 CD4* T 4Hfi[17].

HIV e85 CDA* T Al Rk % HIRE S & AR H A 52K X1 (NLRX1). NLRX1 j&—F
N TR R 24k, B RS — D IR F L B R R . A IESE R B, NLRXL R AT 6
& HIV /-3 CDA* T 4 Mo A B gmFE fiT 0 Fe ROC R 7y o i ixX —id %, HIV P [ER s 1 20 B i pk
fRANG NP, SEOEREMA S TERERI I, S S E S RS IR AL T 7 R AR R AT
Y% [18].

3.4.CD8' T HfaRE—18 MRS 5 BN HIEE)

CD8* T ¥R I 4 i 75 995 Ji A4 NI RE PRI R 1 e B 2 v R 4 22 o0 B B2 A e AT 13RS At i 2 14 D e
DA R B G B AL A R T PR [19] o 7EZE 2L FR A, B JiR P9 B 5 B0 R T 40 sk A AZ 4 i = 46, el
25 CD4A* T A AL, CD8* T 4 fE 3 & i A2 o 3R AU A Th e A8 S o lURR, 2 Bl TR bR b
B T AR E M, MTIRD 7B IR R IR, A T 4 3 2 B BRI /7 [20].

7B AR F SRR A, R RIS (B I HIV, CMV, SARS-CoV-2), H 5 % f% M 50 il b /3
TIOR3 51 2 (1) S 2 N BT RE BT 32 20RAS, AN T 4% [21]. CMV AT DU A R A s FE 2 fir
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FIFF T o . EREANE ar it FE v, LA 5 B AH 5 O 18 1 B e 5 B 0 s B R R 1 1217 CD8* T 4B Y
e ALY oK, XL MR B RS, FIRPREBCE R, AN, XU A AT R IR ARIEAZ A, dn
Rt & (PD)-1 Malfusi: T-MEAAREA (CTLA)-4, EA1E BRIt FRE
ik[22].

3.5. RAE/NME

AT AR, W& T 40 T 008 T st e g 5%, 1 HIV 31 CD4* T g1 £
BRI SENMAN SEERES T T4UBRIFE T, & 95% [23]. IRAIRITRIL, BIE0 5 A Ak ik oh B g
R T gH, FORE B RORE (A0 AR e 2 1) B R B =1 AR OB A DNA B, AT REREER S T 4 i A R 8
TR SR (G IFIL6) BTN, AT L A M HLOE 2 S /AR (1 NLRP3 8 SE/IMA) o 33X M e i B0 2= D)1
Gasdermin D 25, 51K —FhagZiM . (2 R MR P YA At T 7 —— AR AT, XFh BB 7 R
KEAR R AT (0 1L-18+ 1L-18), HE— D2 IR 55 (18 98 5E [24] -

35.1. T 4HEET—NLPR3

HIV-1 8P 8 A AR AR/ 38 A (R R 42 75 5 NLRP3 Z8RE/IMA IS [25]« NLPR3 J&A77E T4
PR Hp g R R 2 A, B TR AR IMA L SN T RIERE . HIV ZFE#87T LT S NLRP3
FE/AMATEAL, W HIV-1 SRR RNA, VPR, LRI gp120, ISR 7 Tat $7] gk caspase-1
EEEEOE, Rk RAE/IMATE A [26]

3.5.2. T AfgEET-——CARDS, IF116

CARDS # i CARDS8 1A # caspase-1 FIALL N Z RELEAY), REUEHE VOP BUE, B3l RAER
B AR T @R [27]

IFI16 J&— A EZE 1) DNA K2 3%, 7552 5] dsDNA W J5 RE 543 55 ASC & MR & (1§ caspase-1 Fi A
TR NFI16 SAE/IMA, JE NI s % [28] .

4. jafr

CD4* T ZH AL o — SR 2 /NI 20 32 S A A (385, E N B0 T Gt ffits, BBl p i AR
FAWE[29]0 IXANR BRI IR LN 44 AN H, BIELESNEDR 8 & 6] 7 50 KA. REE R
FI B S99 FE VA T 772 (Highly Active Anti-retroviral Therapy, HAART) W ANAE 52 45 & HIV 78 44 A 355 A A7
FE[30]. fEA R HAART ¥Ry AR, mREME LU B 2 S ), (EIEARIIE RN AR AE . JF BRI
T PP 75 2 1T REE IR IR iR E Ak, — BTG PE S vk i 8 ok, WHIR IR TR T SR B 0 S Y
= X[31].

41 “SYMEERRHRIAT (HAART)

WA T T T b W AR YT A NS RN TIA(HARRT), il id = el =Fh DA_E (5T 3 2549
PERT HIV-1 A i JEYIAN (R B BEREL s 25 R ISR G ST 3ERER [32] 0 12T 12 RO S AT AR/ 5 — FI 247 2
RIPLLstE, MAEOARILR e DhRE MR BB IR, WM mAEE e, e A [33].

A v VE DU SR BT A (HAART) JEA W KB T UL, =48 36 7 SRS A7 T i Ak 22 B
il e HAART BES A RN EE = M, A R e b s B 3R B A DN ACT LUR AT BEL L 95 3k P I
PEARAL AR XU [34]. SR, 2T IF ABETERRIE IR HIV iRE. IXLRTRE L IE . AEERIIE AP T
AN AR LAk S b, TR AR R A . DRI, R B0 B SR AR AE RO S A B A 4 R 2R R
ELCY 2 1 SRR TR SCBE F AR, ek SIS AR BRI AR Ry 2 oA 2 ([35].
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HAART J& 47T HIV BRRA M ik —, (HEAE - ERRRIE. JURREAYIEA F2AE
T SRS T 4, TVF2 HIV RS ARIR T BRSO T 400, JEEpmeRER, [Fa T4
YIRE T T SO AL RIAE I [36]. BEIUE, SR DR 35 JC RN 2 AR 5 JAE, A& SIS0 6 T ) S H
il o MRIEATSOITIR, FORENMATT LR HIV-1 A1 S50 B8 AR T HE R

4.2. SFEMETIMER HIV-1 X KRBEEB AT

RAEAMAECL I F RIS HIV-1 B, LR st - U, Fitk, 25 /MA
AIYEN HIV-1 A GBIV R VR YT SERR, SR SORE/IMAZEAR HIV-1 JFAORE, BFE O I 500 . AR
ITYEBER . B HIV-1 AR G5 A% AR [37]

t

IL-18 F) P50 BE AR Canakinumab $0HI] HIV-1 865 535 A Py R 28 S5 S5 R I S5 5

caspase-1 [KJ #1771 VX-765 AT NLRP3 [ 771 MCC950 HE% 22 iR HIV-1 B4k B 3 I AP 22 D\ S P s

Glyburide F1 tempol JEL#IfH] NLRP3 #JE/MAFHET HIV-1 BRI SRR FTRAMAET:, MIZEE
HIV-1 AH G 9

NLRP3/caspase-1/GSDMD/IL-1f i il fit 2= 4 HIV-1 J& G B SR AU 06 7 S0 5, o3 838 75 [38] -

4.3. BRI ZHP IR HIV-1 &8

HIV-1 555 1A% 2 AR S L R I S BB RE DL, (675 HIV-1 B 8 AR XE e RGN, X
BRI SRRz FR AN (bnAbs) (X AE HIV-1 I YL Bl i 78 i e fh 48 D B 00 T 4 REREA 2 [39]. W2
WEFLRW], V27 E bnAb 1) B 4RI R A5 2 VLGRS 2S5 EARSCHIPTUR S S IRER) X
B NE (FUik 5 B 5 PR SN A SCHIAHE, REEHHIES HIV-1 AT B AR A 95 [40]. HIV-
1bnAb il H & % N B RNV AIER, XTI RS bnAb RN S AIFEA MRS A G, BFFER I, bnAb %)
HE B 4HIf AT A 5K HCDR3 [X 3802 $i 18] 5 2245 5, {5 A1 HIV-1 RALZ AR+ 5 W - L, HIV-
DR H ARz —2 5 bnAb BRI Z M5 % B 4 BCRs 454, H A2 153 bnAb Env RAi,
il HIV-1 GRS 2 (02 TekE B AR 25 [41]

RO S SO T 5 i S PR 3, IXSe IR AN M /e i B P A S AR, IR R BT
WAORSF LR SN [42] . B 7E CAEI B2 1 HIV-1 R R PEiC 12 B 4 bR s 7k 1B il S 40 i S B
2N, IXFRYIZ SN bnAb b 4 HE AT S AR i BE A T RER R IRICAZ B AR[43]. HIT TARK BRI
HIV-1 BEFRBUAR S N R B2 S RPEECE B ROSVER, B A S0 2 SO RiPE 1 i 2 4t B 1 3/ T g
BOYRT HIV-1 Z AR SR AR Env BLRPUARN[44]. BB, B ams i rim s dis, 5
R AR L, R G 1 HIV-1 R P S B i A1 [45] .

5. ER7AH

CD8* T 4t i Al ik 4t i v] LB AR S A2 1012 CD4A* T 4HMd, {RAE HIV EATB IR . R L
PO S B IR 7 ] AAA ROt 2 = 0], (267 e 1A AR v R i, IXSe A e 5 24 )m
A BEEH BT R R [46]. L HIV IR HA& B 332069T . A, Nl AIDS BH KA & KIIAE
XRG4 ?

I — WU ST . CD8* T 4 Al LIE I il 14730 AU AN T PEAH OG5 Sl ik, #iiic 12 CD4*
T AP HIV Rk, AT SR IS S YRR [47]. 2RI TR BT HIIGRIT B3R 6t 1%
B, AR T CD8 T 4R eI IR EIRS, W REM LS SRR AL AR HF .
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