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WE A% % &% %12 (human immunodeficiency virus type 1, HIV-1)& ¢ % 2 ¥ % j% (acquired immunode-
ficiency syndrome, AIDS), /* & f& & A i . #11f % X% % J7 7% (antiretroviral therapy, ART)# & & #7 | HIV-14
#l, ELEERERE, TEREZHIV-1 EANGRETBERESE, WRRENFEETE XELEHFTRNES
7 2 BN b 77 B 28 BLAE ARTIE T B9 /MK AR R ARAR, AT LA 2 B 8 0 B T AT A 0. [ ik, B HIV-18 (R &
RHINE R HIET R EE T EN T, BUHIV-IBREEANAREREFERE. AXKERMRET ZMHEAHN
HIV-1B R AR AR R R MR, oA T X EERZ 8§ A B IR, o A 8t — 5 FEA B THIV-1ER &
pAYEANEEERRETFRNITESZ FELKIE.

LT HIV-L, BB, AEEAE, BEED

BRI 3% 5 9% 897 V% (antiretroviral therapy,
ART)EER RHF ML HIV-1(human  immunodeficiency
virus type 1)7KFFE ZACT IR R R, (HANBEARBR
g, LA THERICIZACDS” TR LR
SE IRV T 0 17 P ARG R V-1 1 d KB, i
S B TR SRR L 1A 4 B A R B ) B R R 4
{EIRFEAL TR s DT R IR A, XA B TR
TR F1 24 ok 2 i P e 92 MR L R B R 25 A I
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R SR 812 1] ) 32 BB, 52 ARTVR YT 1%
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A R AL — AN RS A B S IR T I HIVET R
T A1 AT AT i 77 P 4 AT B3 0 B A
FEb, HTMRGIKRIS 2, Wk G 5 FE 0 2 (simian im-
munodeficiency virus, SIV)E&4uRiRI 5 HIV-1 \J5AL
N B SR e LR SE IR R TR, Bk,
SLE P ETHIV- SRR G ) A f e R s 2, 2wt
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BERBET-B. ARG 7 24 CHRkiERHIV-1
TR RGOSR, B AR R SO D Re 1R A & )

IR 25, XYL HIV-1E R A sy, shERE: A2 drkle, 2020, 50: 1025-1031
Peng W, Deng K. Cell models of HIV-1 latency (in Chinese). Sci Sin Vitae, 2020, 50: 1025-1031, doi: 10.1360/SSV-2020-0030

©2020 (HEMFE) FiEH

www.scichina.com


https://doi.org/10.1360/SSV-2020-0030
http://www.scichina.com
http://lifecn.scichina.com
http://crossmark.crossref.org/dialog/?doi=10.1360/SSV-2020-0030&amp;domain=pdf&amp;date_stamp=2020-07-09

SRR HIV-1TE R R AL 40

FUIMA R T RS 5 AR KA.

1 AR
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HIV-15% 8 2 [ Tat 5 TAR RNAZE & )5, QS
HIV-1 LTRE: 5. 7ELAE T | B HIV-1 Tatl Tatff] 2 X
VB S5 M TAR AR, mI A4 4t 2 20 25 FH i 28 00
B RAZ A R U9 TETAN L RA3.01)7, fiTE
Ul. ACH271 M 2" 3 vk R HIV- 198 AR R e 1
FE At 35 T A ik A R e i K 2B pn i = 1
257 B ANJF RN, HIV-1%1% FifF, ] 38 i B g
A B 5 (enzyme-linked immunosorbent assay, ELISA)
FEIHIV p243FAd Bos 208E. IX P Fh gl i 2 #1002 o i
55 Tat#& A I AR HIV-1 DU SHE R R G d T, 5
BEIF O AIE S22 SR A 1 B e ST RN R HIV- 15 4R
SR E LR, (H X R P YR IR AN R LR
gk, HESSFEEBIENREILE. JFRHAR
R, ACH2 A HEAT Fr S AT 2 2 7.

1.2 J-Latfi#!

Verdin 1 B\ Uil FHl 35 43 45¢ 96 2K 1 (green fluor-
escent protein, GFP)T] IENefHIHIV-11E 5 B e Jurkat
dMH4aR, Wl IEGFPIIPEAIM, TNF-oiE 5 F 7
/NI B NGFPIH M4, B B B G 3RS T
FRIB AN, X LA P 7R 5 — L B A T HIV-1, s
O TatFI TARBAT BRFF. J-Lat 7B AR WL AT g2 i T
I3 B AL A TE S Y (0 T X AP, T FELAS T B A %
FERHAUS I T I A A L A 2 S 2 2 R
Rk, WIEREEAMENARE, J-LatBiMfird T2
7 4 58 . Verdin[Z1 B\ 57 1 J-Lat 6.3, 8.4, 9.2,
10.6, 15.455— 25|k, FFH0HTNF-o 301X L2
&, ) J-Lat 10.6/GFPRH 40 i $i£96%, T
PR EE DA B p24 22 7 H  55% 5 1. Greenel 1 A5
% 7 X HTCD3/CD28 3 il J B B (1) J-Lat  SA8ZH .
T8 ey 2 M GFP A 30k ] DA PR EOW S2 HIV-1 R30S
KT, PRIAR S 4R R EL UL RIACH2 40 il R 7E i &
2R BAT S R 3,

TE R FE M R LAl |, Sadowskil4]
A2 2% v A X5 AR 4 9 B T T HIVIY)
LTR [X % AR (K1 5200 Verdin K BT R 2 M) R A
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AR ZOEFRC FTHIV-1ER B — A RISHIV-1)3 3h
TRIBHR AL, HTH8RHIV-1E ], 15 —FhaK
FeAn e 52 k37 T HIV-1J3 3 Z SN A R Ja 3+
PP P I s 7 SR 4 T DK I AR R e P
B« A TR e RO BRI e B A0 i A 5 A g s
HIV- 135 Jk RS20 1 48 i Sk e R s 1) B4 nT AL, (H
T AR e B AR G AR ) b A A R Y, DR
PR G TR B R G I AE AR MR T SR MEAT) AR R M
SZMHIV- 18 G 20 i 2 37 98 PR I3 e (1) R 32 s 28
A, RO RMEAL G g
1) FH 4t 5% 0 AR SRR AE 1T P A U T B O — 4
R Ry B K AR LRI R RO B, T LAR
P72 20 M DAL B 7T, (FIX Se A i 5 0T R A7 AR K
TR, IR e B RRE. B, X
FER AR A0 R BT REIR S S e ks CcD4” T4
MU BORZE S, AT 3 B 40 i R A A ik S
TR B Y% 7 (latency  reversing agents, LRAs)
FE I RS HR A A AN B8 31 1B A AU BOE HIV- 1 e 2%
CD4" THHM AR, 16 4IRS RS
SRR G IR SLANAERE, DR G A D ARt A 2 (15
1) e 5 4 b S B N A P AR 3 % 4 R B B T AR

2 AR LAY
21 HECD4" TN REGAE R

(1) O’Doherty#i%. HIV-17] LATEMRSI S 15
FRCD4" T ML B 5 S e (E AR TR AL
(FICD4" TAHMY, F S RBCR IR R A Wik
AR BRI T HIV-11R% 5P Swiggardss AP
B EEIRASCDAT TYIM, S5 EAg EHIEE 1
HIV-1TR & 5, 8@ 3d 508G (spinoculation) 4 = i £
WY RM KT, #2577 HIV-1 8RR L. g RT-
qPCREI M Tat mRNAT] S BU 85 501K, 5K mE
BT 0 EE A0 M R Ak, (R R ATI IR, Greene
PNt iR i R AT it I R IAmCherry A%
Jt # B (Luciferase) WUEE i 7 B A INL4-3 B¢ bk, &0
R EICD4T T, i FmCherry A (55 75 95
BRI, 1ZmCherry 268 IR IA AT T 5 2R 1K
ez, 9Ot 7 B R L R 4R 7R 8 1P B R IA &
5 FH 2R T A 5% 38 AN [) 40 At SV 6 AN [T LR APy ek
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Figure 1 The establishment of HIV-1 latency models in primary CD4" T cells. HIV-1 can directly infect primary resting CD4" T cells and establish
latent infection right away, or infect activated primary CD4" T cells, and establish latent infection when infected cells gradually return to resting status
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(2) SalehfLewint %, g F-# E.CD4" T4 78 itk
EL A U SR 3 op O B i, Saleh 5 AP HICCR71
FeARCCLI9BKCCL2 1A B/ 3 B E.CD4” T, iX
S 1k TR 715 5 1 S 4 R L 30 B 40 e SR Y AR
b, BIRTEA S A iSRRI B, fR I HTV- 18
AR, B SR FE SR 3 R CXCLY,
CXCLI0FICCL20%5 b H T A # HCD4™ T
E@‘[”]-

ELEE R B B.CDA" T o g 7 (1 78 AR e e 7
WG T AN RIS, A B AR PR, AR TR
FAZAR R4S 2 F T AR R Gl R BB IR HIV-134R
TG ST AT CDA” TN A AT Ak 28 REIR A 173
AR Fe et 0", % 2 MCD4” TAIEL B T
AR T RE R B AR . A SMELCDA™ T4H Y
oy A P R S A B B/ i A A 0 4 T b s Bl Py
HIV-18 R B At R T8 B e 5| A 1) 200 s 2
AN HAB AR5 R 25 £ 51 e gs K o g se -4, A
A /DB HIV-VE LG CDA" T g HE i Ok
. HAlOA U2 B B K BB R R e # 2.CD4”
THIAS LA AR 2 A7 E.

2.2 {EALCD4 TH R R
(1) SahuZ.  FES4ifL/EICD4” TAIMHHT
CD3PLARFIIL- 23 BiG Ak 5, 7 B G 52 i) B 70 3 11

HIV-1858k. TEALAICD4" T2 28 ok e e 7 2 1 i e
Y F(H80) - 3Lkt 724 Bh T Hak N F ERE, 7EA
FEAEAT AT 4 M PR T~ (5 00 T i T 7235 303 Y. 1o
B IR 40 M & LA 2 R AT B A DL gl 12
CD4" TZHfu A Y, SEEMERR EAL, (HiXM
75 2B TR I — 30 4 HIV- BG4 i R 0 R 4 K7
HhFeikp24. i FH AR A ISBECIIE 5, p24BH P4 i
INZyW £, Ut B Z AR B A TE VR R I 4T . 12 ASE 7Y
FEH TLRAZ RGN,

(2) Siliciano® .  Siliciano [ A"+ i FH 95 2512
FENTRRY ) Sk S T IE R Bel-2 AR ECD4T T4H
ML AETE BE 1, TR FHIL-29 803X 50 4u . T
CD3/28HiBH A, 44 BENL4-3-A6-AGFP,
I R FRA~6 ], AL AN i ST AR BV AROIR
A, BERRTIEGFPITEAIM, FEUEE21%~3%
ARV AR TR L 20 Py T B BT R A GFP. 2R Epl iz
TLRAFII7 3% A0 gl TSP T AR I e
2B LE A [ S R R R AMBE T AT (E %A
TR B RSCAZ A M T RE R o A P R AR
7R f— /N 431,

(3) Karnt 8!, Kamti 454 | Sahufbi A fl Yang/
Silicianof& 8, {3 F 9% Y6 1 15 2 Bl (GFPEmCherry) HX
FRHIV-1 Nef. fEAT-HOFIRASHS, w24 A
o RIER A B At AT 4 ik, DLE SRR R 4
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LB i 5 HS04H iy 35 7764 H DAL, J58 B 4 PRI 11
REJIIFCE W R F%, JF HAZBR g i 4 Fe 2 h ge
A2 RAL,  E AR N HIV- 198 R f 47 1) 32 B0 g = Y
— 3 ST AR, B A, R TR A
p-TEFb/KF & S8 HIV- 178 R 11 3= AL .

(4) Bosque/Planelles #%. ¥J4HCD4" TEMIAEDL
CD3/28% KM% N Th1, Th2ekdEH 4k i b Jeid iz
AL, SRS EnvERRE FHIV-VER 8 R Gs, HESH
IL-200 8 F e o gk 3 5250 R ] P A KB AR
RYIOLN, FEIR 2577 A A, A g gk
A5 Bt i i T QUECEL(F S5 002 4 it 75 (R 30 A 7Y,
EDRI 4G CD4A"  TYH A M Ak 44 35 22 A T 40 o 30 3
(Th1, Th2, Th17#1Treg), K J5 H GFP/CD8a-HIV-1 .4
T 50 E R A . A8 BT CD8 Rk Al Ak 8k e (1) 41 g
J5, AR (R A K 1B, IL-10F1IL-8)
TR N B EARAS, T P2 AR T AR B G 2 1 [
TR, 2RSS ST PR AR R e 4 Pt b T il
fZRLIRAS, TG AR HTV- 1R L B0 1 2508 CD4
TN, 1ZA0 it I B2 R AX — I FE, AT K
BB RIEGIICDA” T, 5 FIVE R 70 %
A5 8 P 24 L R Il 25 0 9 B A ) T HT V- U Gs g AR A
IRNAKE i JE 5 AH AL

F 1 HIV-LE RIS A0 B AR T e A

Table 1 The comparison of in vitro cell models of HIV-1 latency

3 JE\ ézlgl:

HIV- 1T ARG (1 4 A5 TR 15 67 B 25 i 17
e 3L D RETEIR R LB R . M2, B4R
B KA R ). — LR O IR I 2 k4T
2w H A R TR OL sE AT B R R
HIV-UEK G4 19CDA" TAIMIF ILRAWE Y, iRk
I BCRAEA FIRR R AR R 22 57, e I 2 A
TR AR AT X LU e A O, A58 S R
W A3 W FEAS RIS v s AR s ) 22 S (0 R R B VF T
CARRREE RIS G 1 22 B0 T AL JE— SRR e (A
Rt AT DA S e U G 4 i 1D IR A R R AR S 1 i
TR SRR B R (K G R T AR TR
AR, JRACYH B S RE AU e ML A Py R sk
0L, (ERE RS NOE OV B, AN MORIE AR th 32
FIBRS, AR THURIBT T, 400 R e 5 fig F A
A, dipEcE M E A RIE, HAAERESM SR, 54
PR 72 S UK S BR a. BE U MRS )RR 7R oK, A
PG 4 (A R R JEE AT 7T

A SCINT, HIV- 13 DR G 4 i R R 1) 5 e e 4
FEEAUNHTE: (1) EARBGE T T E b
ORI AR, AT B2 (3t — £ AN SO 0 IR 2

- , AR IR S g A .
B IR v TSR g w2450
HIV-1 90%
" Ul/ACH2# % U937/A3.01 ATat/HIV-1 98; N/A HIV p24 [11~13]
A AR A ATAR 7870
J-Lati#i Ry JurkatZil HIV-R7/E"/GFP  ~100% N/A GFP [18]
5 BCDA* T O’Dohertyf 7 JRARCD4™ T4 NL4-3(WT) 4.5% Naive/Ten/Tiu GFP/mCherry  [33]
i + +
] I N i CCR7'CD45RO HLA- .
SalehfilLewinti %Y JEACif#ECD4™ T4/flE  NL4-3(WT) N/A DR-CD25-CD69- Luciferase [36]
i Sahufi Bfeeps’ o Rgls\lj(:;irr‘l’)pw >5%  CD69-CD25-HLA-DR-  HIV p24 [41]
R
71 Silicianof& %Y JFARCD4" T4HMI  NL4-3-A6-GFP  1%~3% CD45RO'CD62L'CCR7- GFP [41]
il CD45RA-CD54RO"
BOWEACDA TA  gambin EftcDa’ oy V- éﬁef GFP 0% cp27-°ov GFP/mCherry  [49]
] Jutsi mtherry CCR7"
+ +
Bosque/Planelles HIV-1 Aenv/HIV-  45%NP/ C((:ZI]Z{)ZlS%DO%7
q o WIZECD4™ T4 1 11%Th1/ CD5MoV GFP/HIV gag  [50]
- AenvAnef GFP  45%Th2 CD69-
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Cell models of HIV-1 latency
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Human immunodeficiency virus type 1, (HIV-1) infection leads to acquired immunodeficiency syndrome (AIDS), which seriously
harms human health. Antiretroviral therapy (ART) can effectively suppress HIV-1 replication but cannot cure AIDS, mainly because
HIV-1 establishes latent infection and forms a stable viral latent reservoir in HIV-1-infected individuals. These latently infected cells
with silent integrated proviruses are extremely rare in ART-treated individuals; therefore it is difficult to isolate them directly for
research. In order to study the mechanism of latent HIV-1 infection and strategies targeting the viral reservoirs, it is critical to generate
cell models for HIV-1 latent infection. Here we review a variety of classical in vitro HIV-1 latency models and their applications, and
analyze the advantages and limitations of these models. This review provides an effective reference and theoretical basis for further
in-depth study of HIV-1 latency and AIDS functional cure.
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