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[Abstract] Although antiretroviral therapy (ART) is effective in suppressing the HIV-1, it can not cure AIDS. AIDS functional
cure means the HIV-1 RNA viral load must remain undetectable for a long time after ART is terminated. The number of CD4™ T
lymphocytes and immune function of patients stay normal. The functional cure for AIDS has become a global strategic priority. In recent

years, researchers have made great strides towards a functional cure for HIV, especially on the HIV-1 reservoir activation and removal,

immunotherapy, stem cell transplantation and gene editing. The objective of this paper is to systematically review current progress on

AIDS functional cure and provides theoretical guidance for future research.
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HIV 1 & (HIV-1) 7 2 AIDS & H §7 & i
ARAREGREMANETEZA2NE NG LM
. &ZE 2018 £k, AKAH 3690 £ A HIV-1
R /AIDS B3, H¥59% HZ MR TR E
3677 (antiretroviral therapy, ART) . ART k4% 4
) 3¢ o By HIV-1 RNA £ 1" A K, HER
% Z AR, AL AIDS KR EfufRnE. 8
5, BT ART ik & R WK 80 HIV-1 77 & 64

B, —BAFIE ART, WEHEZHRREREE 3 ~4
Bl EREY, Hi, BHLALHRE, %

AL R 2 F B RN KTt 25 WU, T HLF 4
FEHT HIV-1 ¥ g 2 B M RIE, B H O .
BFRERELERERRFNAR. Rk, &5
AP RADLEHELEZ N RTEAXNEFR
, [F B A E YR HIV-1 &G54 P,

I K 28 4 25 5k J& At AIDS 89 F %, Dieffenbach
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&, B KK HIV-1 RNA K Hi K TAMN TR, @
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CD4" T #k B 40 fg 3k & Aol AR s 72 o B AR IE % &

AIDS I M ib v — E R AR5 B A K, 165
ik, 1B “HMm A" KiF AIDS #1)k 6@ .
ZEREEHIV-1 mEMEERERER. %k
B, THARBHE. EEREESFHRET —&
AANRBHFRER, BHLE G RYETH
Wfl. HE2019FF 20 R EFTRETENLM
R R& AT “BIRA” , BRELA
1%+ AIDS o et b e # B fnsg ok B AR atat
45k AIDS 7 fb M 6 U O R IEAT S, AR
WH—FHRTTH .

1 HIV-1 RS EEERBERER

HIV-1 % & i 77 & 09 30% &5 7 R 2 AIDS gk
Mia R EE R, HREAERABRERES
¥ (latency reversing agents, LRAs) 3 i& #{k HIV-1,
REBNAZ AR SR EME RN T E 2R
PL B FUARAR L T B 40 A 6 48 e & A R R R A
Foid e i R 3k HIV-1 B 40 fig, AT A F 0% 96
NRIEEH W E R K, vl R & 7 E N H
o BT R H LRAsEHEAZ B £ LB LB
#| 7| Chistone deacetylase inhibitor, HDACi) , &
F1 % C (protein kinase C, PKC) # 34 5] LL & Toll
HZ AR 7 (Toll-like receptors T, TLR7) 5 7| % .
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HDACi & L # Xt £ E B, v & v
HIV-1 Bzh T4 &8 LB, SERETEE. REH
Wrdo: AROLEM. B oK FAod b A 3 B HEN T
e RAR B, IFE 55 664 A OR0E AR HIV-1",
B3t N I3 I R JB ORI A A TR AR
= Ak A B A 5L o R R RORLTE 1 R R R e
T U, BE A BRI AR B L

PKC ¥ 3 7| % 7 PKC 1 5@ 8 5| R H T
kb fnE & A 1 E A, AT SOE B R HIV-1. H
B, /NTF PKCEF A, g &M x. E AKE -B
fofh K EE R ENHRBRSL. BHEAKE -BEH
PN, R ERE B E R B N BFR KW, PKC
W s 7| Bk A BET 40081 77 3 41 & & B R Ab B0 o ) 6
254 A B 5 HIV-1 8RR 3

TLR7 # 54 7 GS-9620 41,2 #F 5 LRAs 25 41 thy
5 2 — . Borducchi £ " F HIV-1 Fofg £ % 9 bk
MR ENREAERERRT 4 KT, FELA,
B GS-9620 577 M4k TR B CDA™ T ik 2 48
A0 NK 48 B #9808, Bl B 30 B 078 R 5
BZ FTRETESAE AIDS B 5 Eb 7= 4 XA th 4
R, MEEH TR FIEE.

FrEERBERATUFIEHFREDW
CD4" T kB 48tk e BT, FFEARIM A T AR
Fid DNA # & ", Bk, ©HOAN B RS H
B ENARGERLGY, HAERNE—NEE
BN “ARmfnks” 7. FrEmKERE
FEH: % ART #y HIV-1 & e 2 & 3H4T T8 I6 KA 3
(NCT02946047) .

R4 B AT 58 B SE B3k LRAs ¥ DUBE ik 77
A e E, (B L2 R BOR 4 A K B R
b, T ELAx 46 2 4y ok U A A T SR K HIV-1 8y
el YUK E LY, R T R | e it E
HREE B, Eo W ER T AMNEE T ART H I
ERERBEEGEK, ElEKFAXS, LT
W7 B & ART 23,

2 RBRTT

$ 9% 08 T BN R O B R BT R B SR 2
—, BEAEEBER. BTREG. FRHEK
EHE, TUREMERARMRAFSEAE, W
W5 LRAs & Jl, 5 807E K HIV-1 B & K. #
&3 E Z 4 (chimeric antigen receptor, CAR) T 4
i &K CARM TR T aM, FFRNfLR
wap ", LA, KEBRIGHETEZ
4 T %0 %, % J7 3% (chimeric antigen receptor T-cell
immunotherapy, CAR-T) #J & 4t # J& JE 8. 15 4F

W& — R HIV-1 6 TMEZHBREHEXNIE
R %K, % — 1% CAR-THT R E A KXW,
PR G HIV-1 9 AR A/ BAn B 3 AR 6 7
R EnERBGEY, RARRENTHER
CD34" ¥ THaf# FRIBERTELEREL
BHBEWIIT K. HARARKIA, EEZHHF,
CAR-T 4 i 4 € k3L B B 8 3E 2 47, JFEL A fE
A REmH. it BB 200 FEAN
MEARAE i, KRy RERLEH HIV-1 £
WG EN EEMEL A, &7 CAR-T 41
FE It Fu 2k 30 HIV-1 B3 40 il 7 A & A AR IR
B R, XM R ERE R, i f T 4 D
JFI 5k 1€ CAR-T 40f, MTPRIE CAR 7 Ll %A M
TN E B8, IR B I R A B AR B o 6 0 50 40
W YR —Fh A AR AIDS B LK FA L
S EM. 7 — T KA K2 T VC-CAR-T
4if, TSI Ak BUE IR B R X ART E1R
W2 B LRAs B 37 30E 9 CD4' Tk B 4a g 7
HIEHIAN, U CAR-T 5 HMIEIT F B4 A F it
O BF % R. H Al & ClinicalTrials.gov # 3k
EEME KT T 4l ETEENERREEE, &£
AR E WA 217 . 4ATT4 A HIV-1 85 CAR-T
ks RIR e AR 0, B RTEEFE ClinicalTrials.gov
Wk EARBEZRENRA 2T (FEMNE
%\ RE R H NCT03240328 fn £ H % 4 £ B T
R FH NCT03617198) , EAKST 2k WAk, &
FEEZ IR RK F K CAR-T £ AIDS 7 gk 1
B LEWIER.

B A A E P B HIV-1 4% 5 B A
RN E & 8 — A S B A iRk T AT F G A0
1R i& AIDS By Mz 0, R, H+HHERLHT, S
H o A A Y B A 3 R R A TR AR 4 A
4%t CDA™ T itk B 40 fl & B 4 A S ) 38 o Ao
K VRCO1. 3BNCI117 % & 7 1 # s R#F %, I
HERPERARPEABT AR T E, H
3BNC117 & BT REF RN TR ZE M. A,
F#£ VRCOL £ 3BNC117, B G ABNEY
R, B RHURT G R TR SRR ER
EmulATHTRERS, BATHREELE
i B R R U,

2018 4 Emu % " & X 09 I3 6 K #F %,
& 7 CD4 45 B Hifk ibalizumab (TNX-355,
Hu5A8) Et &4/ & 167 £ £ it 25 HIV-1 &
ReHPWHBETRE. ©5 CDY HFEMNE,
LS B A MW HIV-1 43t N 4, EF
% CDA” T B4 fe 5 1A £ Z4 408 A M
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FEGHNESL. EARTLZHARLLIA,
WIEEE V5 R38R T 8% & ot T ibalizumab
BEHRAm M, HREEMEE ibalizumab &
FERONF R B Iy pa 4, 2R B AN
E}EJ i [20-21]0

¥ # Wang 4 P JF & 85 — 55 UB-421 II ] s
KRR, WMiZEHATRKYPIREET S R
MEHEARENR. ZHENNN 294 ZKEH
H2NRAGR B4, WEB8~ 16, #RKMW,
JLFHrAZAEEHRHANNERT RENRE
P, [ EREE T AT AROE R CD4AT T kB 4 e
1 #. {2 UB-421 1F Jy 4t ¢ A CD4 2~ 7 D1 X 3
Hy ¥ AL, MO B A TE T 25 KU, kAR
HRFIAKAE, LT A IR v A 5 b
WEN, HE—E&8E S T hRERE. #
WA R FAMF SR EK, XA NNE
COSTHEABITHEATHE LA, BEHT
BRI, XE/AKRA UB-421 525K 1 5 A
B RT B A T k.

TW i E, HERHEEZANFRENRE T H
B R, Hu% P JF & 7 # & DNA &, {26
B mAEENET AR OREE A R4+ &R
T RALHG R, TR DA R & KA. Hu
& PSR R T B EAR S uE (conserved elements,
CE) DNA j& ¥, %R %W, CEDNA fud & | &
FARBREERF YL F GMVAG2B) 451 7
CE¥RMR NI EEAmmmEME, HCERALY
I %A K A TR . Munson £ P g 5256 9F B
EREFEERENEINLT, A CEDNA Z ¥ &
BRHABERBERENHECE, MELTUKE
HIV-1 # % % ¥ 4|, CE DNA £ 4 %% Bty 7 ¥ 7
%, AL T HIV-1 B3 T fni6 97

B T EAT o E 4 & 1 N5SIFdFc-AE #¢
H % HE T BALB/c /N R 77 A4 3t gp 41 8 N K3
BiAK B A KA ek b 4, T e W AE 4 HIV-1
Ty ikt oz B . cycP-gp 120 & & H A
AuiE HIV-1 R W R EEE R eERNEN, o
W5 A K HIV-1 R4 R B A > 1 ok 0
R, 4 19% 8 gpl20 %97 B 7 LA 5| kK B4
By R AnFLA RN, 7T LB I K £ ¢ HIV-1 92 8 27,
EEXMEAREERE 1 ~2ANTANZ MG
JEXEE B R R P

GEEBWHRER, B—WETIEN T AN
AR AR, HE BT, BKENAEMNE
WA TIRE R RE, BEKBTRTHE, A
B — S H K E S R R

3 FTHRaBiE

T on e AL B F T AIDS Th e e &, & §
HHLF 20 # 42 80 4 1%, % ik i it 3t AIDS &
FHAT¥E M T 40 # 4 (hematopoietic stem cell
transplant, HSCT) ™, DLHI-AK G T 40 fe b 4 7~ 4
EW THkE 4, WHEYIE TR R A B
TrRBREEEE. “BHEPRAT ZERTEE
BE-B SR 0K, 2 ] A OF itk B8 B AIDS & 3 £ HIV-1
¥R B 5 % HSCT, M5 4% 1L F 41 HIV-1 24
Y, YA ARNAE HIV-1 RNA &, 15 i
AmERE. ERRAEETRESEATE LR
BARUERBRELAL T REEFE, AT
S 830w & K P, 2018 4 Salgado & P 4ixiE 6 £
HIV-1 B %2 78 ART A&l 4 % HSCT # #F %,
Hep SEIESE 1 FZEMEnfdE (REE.
B BEfAE RS F 44 2] HIV-1 RNA
HEHAMERKFES TR EZ 10 BHFEAT
hEF A, BMNKET “BHEY IR FERRL”;
R, ZAF R IR AT IE ART, RE ¥ WA 4+
Y7 & A I B, {E4%0F ART J5 2 & a9
FEMHFERR T 5.

“RMARRAT REREHE 16 Ry ER
AIDS Wyia 6|, ZEFHEZ T 1A HIV-1 £ 24K
CCR5 A 32 A& T R RN &M% AE,
153 & M % fu AIDS 4 1% 2| 6 & ¥, S pr
H“RBRA” WEHEZ T CCR5 AR AAETH
THAHNEH T ARG, FMUEE T MkEE,
A4 E ART J5 HIV-1 57 & ) 647 3 87 7 U
WERE, 20 “ABTRA” ELE “HAHA
DAJE UL5E B 09 0 Bt A Bk K B9 HIV & #%: 41ME o
HIV-1 RNA { F# U T [, HIV-1 DNA 7k i 3%
T F&; Western blot & 7~ CD4" T i E 28 g 1~ &k 35
CCRS, fRsh#h il B 78 CD4" T ik E 48 ffg, 3t CCRS
vé M E AR A B HIV-1 $#40, {235 CXCR4 %8 I 5 tk
AW HIV-1 5 ARk B ARG B0 HIV-1 45 7 M4
K Western blot [H %, p24/p31 # 4%k, HIV-1 £ 57
MR ERS THREE “MRRA” BHEHEY
HoKT. R, ZEFE AIDS 2 EHFFMRE, 1
it — F L

R4 HSCT &7 AIDS BUg T A%, B
®)HFERAEMSE, BUAH. v, B THME
B R ARE . WK, 25K RT3 % % HIV-1 & 3
HEIMAR, THEHTEREE: X, &
HOMEEARNEEAENNERER, BFES
XHENEALE, FEEEANFENLEEY
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&, TEKE, EA4 CCRSA3 4hadFREHEHH
WMAEN. R FREAE, HSCT LR EM
FLAT B0y — A e,

4 EHEYiE

MERXFmE AN CRERE, XAXHESE
EHRJUER CD4' T itk B 40 g % By 3£ % 4K CCRS
#1 CXCR4 Wy k3K, B4 HE W VI# HIV-1 3L F 4,
WK AIDS TR R EE F . CCRS £
HIV-1 £ #1342 1R, 483 H % 1K CCR5A32
Hy 4R B, D B CCRS Wy k3K H By T3 ak &
j& R AIDS.

& FHF R & H, CRISPR/Cas9 K 48 % % %
B —MFRALRAmEHRLAREHE, &
MR, RAMMRREEREE SRS AA
CRISPR 4 K # & A ¥ 1 45 & CCRS #y sgRNA #n
Cas9 Wy EAZFKIA ki 4k Yo N CD4' T itk B, 40 L )5
4% ¥, CRISPR/Cas9 3t CCRS Fk [H B 4 %5 7 th 41 #
7& M. CRISPR/Cas9 & b 45 ¥2 1 /£ I T & HIV-1 K
KmELFH, #lAEERFETHAINEAN
f B HIV-1. #h4h, CRISPR/Cas9 4% 8 i 7 5 3f
HBERE T WRA W A7 EF HIV-1, 24 ART
%54 B 23 HIV-1 1R R #8T, CRISPR/Cas9
ARAGEMBILE, JH—PRE, AHFLHE
TP 28 B B IR B M AR By e, b B 00 U E XE
B AR T ek, B R E B R P
2018 F Y B E IR AIRM “ X kI H g L
L7, B A REFE KA R A H 48 B B
LN

H 77 AIDS £ [ ig 77 9 #F % % & o TR
FARKE, ABRRBRD. & Xu & P i
THR B RE R R A B GRARED T
2 CCRS £, FEMAEALAMKEERA
1% 89 AIDS B AT 58 . 2 58 AR 7 3 1k 1k ey
CRISPR/Cas9 3 H 448 1% i T 40 R, A3k
JRHy CD34" & fn T 40 E LI T 17.8% #y CCRS
HEwbhkE, BHhaLRESERE 19MA M
THRATRL2EMBRE, MEEH®AA M 74
A, B B4 A Ak AL R A0 B CCRS 4 [ 47
#, BAMEFBEE L NTRFERNAKXEA
AT, FE R K IR G Y R RO F A X T R
K. SR B, B#EMEILLART 548, 4+
A o HIV-1 RNA # & A1 2| B 2] 3x107 #
N/ ZH, RTUHBHESNMAMIINARE, Bl
Bt A A & I HIV-1 By e M 0 % K A RE (R
ARH CCRS wite) o BRI A3t —F 5 EA A

FRBHEARET LA AIDS RETEEN £
faig T

5 HAthiaTr R

BRIV IR RS S 0 40 0 2 K HIV-1 YRS “ 47
T 4 B o SR, B 3 HIV-1 38R B AR 3 2%
WA R E T & B . T ART B9 AR AL /D
RARA EE s R W, RLA Tat 3960 7] = B AR
% (didehydro-cortistatin A, dCA) &k 4% FF11% 28 21
o 4 LA % B HIV-1 RNA ACF JF 664 R 24 J5
R . KIELHET, dCAA-FH Tat
Hw (R 2 T HIV-1 4 ey R AL e, &k,
KHI R T dCA B4 SR ERNABRRE ™, H
—HF AR R, WAL H AR & E B mRNA 4
48 ¢ b, I #k 3A (apolipoprotein B mRNA editing
enzyme catalytic polypeptide-like3, A3A) , ¥ # &
HIV-1 AR R Je sl ff 2 o B R, B 7 A3A
FE TG HIV-1 B 507 Ao fR 2 28 RO 25 4 35 07 1 B
BAMER B, 8T, AKX VBN KRR H I
WERE, BEAERNEEERE, THEEZEK
FMH AHENTL2HEA, HLFEESLGH
R#t—FHEK.

HIV-1 & %t B #1 # % ART £ AIDS 3 f 14 36
AE AR 0 — A K, {[EERAE 2 AN BESE,
ZHERRGEERREEREE, BRERE, W
& HIV-1 & %, {2 % iEf& AIDSPY,

6 = o
“HMAARRAT Fo AR BIRAT B B,

AIDS Tk it R HF FREBALT Ko RE KR

AIDS #h3# B R 3 am, {EAME A Bk K,

AIDS T e M i A IR E R
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