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Advances in HIV-1 genotyping and molecular epidemiology research
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Abstract Human immunodeficiency virus type 1 (HIV-1) exhibits high genetic variability, having evolved into
nine subtypes, hundreds of circulating recombinant forms (CRFs), and a series of unique recombinant forms
(URFs). Due to significant differences in the genomic structure and regulatory genes among different strains, the
diversity of HIV-1 subtypes can have important implications for virus transmission, disease progression, drug
therapy, vaccine development and other aspects. The global distribution of HIV-1 subtypes is extremely uneven,
with China being one of the countries with the greatest variety of HIV-1 subtypes. Therefore, rapid and accurate
HIV-1 typing is of great importance for the prevention and control of AIDS epidemic in China. This article aims
to review the research conducted by domestic and foreign scholars on HIV-1 subtype categories and distribution,
typing methods, and the importance of typing, providing a reference basis for further research in this field.
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IRAF 1 T 9% B B 25 A 1iE (acquired immunodefi-
ciency syndrome, AIDS) x& — Ff HH A 2 5 9% Bk FE
7 (human immunodeficiency virus, HIV) 5] iz [#] /™
M N AR R ) B A AR G o MR AR O R A DR AH
&5 kg A 41 [R5 1, HIV AT 43 24 HIV-1 Fil HIV-2,
HIV-1 2 2 3RS0 05 2 17 1 32 B0 J5L A4, T HIV-2 &
SRR TP AR X, w1 ) AL BRI, 5
JEH LM . HIV-1 L] 73 A MNLOP 44, A
[F) STV 2HL 5] ) i IR B B e e v o AT, A BR E ERAT
(172 M 4 #:tk, (.45 AB.C.D.F.G.H.J.K % 9
WAL, DL K 3 S 7 2R BB ZH TR ) — R AN AAT
2H WP %4 (circulating recombinant forms, CRFs) Al Ji{ 4
2 W %Y Cunique recombinant forms, URFs). HIV-1
VR B 22 FEE S T B AE A [R] 2 X R N B
IR I R VB AR, AN [R] 5 PR 1) 38 A% 22 S ] BE N B
&3 5w R V2D IT IR T R SE AR R,
Xf 4 BR 3PS B B R . PRI, AR
HIV-1 VAR 5% i) [ A AT 70 i3E JE 3R AT 253

1 HIV-13F 8 Fh 2 % s 55 70

1.1 HIV-1 30 8RR 2 ek

R 48 2 (R 471 [E) 98 14 , HIV-1 7] 43 MANL O P
AN, HET,MAREESKEE N Z A,
1M O NP 3N 2H DU AR G 275 L, 2 B2 AE R AR g 22
B3 X A AT™M. HIV-1 M4 fal #E— 25480 N A
(A1~A8).B.C.D.F(F1~F2).G.H.J.K %5 9 f I}
A RIS HIV-1 1 e JE AR e v SO o) R AR
AR FE A, 4R B — % 41| CRFs #1 URFs. CRFs &
FRTE 34 S BA b TCIAT 9 27 SR 1A Hp R BAH [R]
(1) = 2H 9% 2% 5 177 URFs W45 14 K 5 BURAT 1) 5 4%
Bfo #(% 202347 H 21 H, ¥ E Los Alamos [
FOSL I = ) HIV KL R E0HE PR o, 2R O 5 E
CRFsik %] 143 F . H i ,CRF02_AG & &) iZ AT
() HIV-1 EA A, & B =5 2H 55 25 0K G4 11 33.9%:
FH R/ CRFO1_AE(E W A N EWAD , itk ly
23.0%%. BN, B K& URFs # 23, o Lk 2
26.7%.,

AN HIV-1 08 (R AT A EE A AE W s 22 5 o
R 1990—2015 4E 4= Bk HIV-1 2 F AT IR % R 48
SRR LSS R, C WA R i B RAT B, S
15 46.6% ; F R BV A WAL, 5 HEAR 51 12.1% A
10.3%. CRFs fil URFs [ (& bt 2 51 2 16.7%

6.1%, H:#1 CRFO1_AE 1 CRF02_AG [ 5 Lt 23 i A
5.3% 1 7.7%. G- D I8 [ 5 b 4y 5 8 4.6% i
2.7%, 1M F H JK WA [ & F 5 EE AR 0.9%. itk
A, % HIV-1 7B 7E A BRI AT (1 7 Tl 52 B0 B ) )
Ak F B LAY (5 LR TG I, A VD A 5 L
FFaE ,C.G IR FI CRF02_AG (5 HiZ i ik /b, 1
CRFO1_AE f1H:Ath CRFs.URFs f Lt iz i #9 m , it —
$ SR EAHE TS BT, B 0F 5 ©R, CRFs
FIURFs (54 7 4Bk HIV-1 47 84K 29%, 75 2010
—2021 4E 1A BT T 8%, AR, 4% 5 & HL A1
i Az v T Al 2 B X AR B 4 EE T R AL
A 5 9 AR B M 38 M B AR T TR R SR
742 T4 B LL CRFs Al URFs 45 5 20 975 75 9 5 /o
1.2 AERHIV-1 308 5 A RAE

HIV-1 R AE A BRI At A . 1%, M
IR EEIE A BRI AL 4R, M N O P 4] 3= B AR p g
Hhy X (A8 22 BEDIRAT » FLIk, M 2 B A A [F) 7 Y
TE % B 5K L% Hb DX 20 At 52 B0 B 1 B sk
R

AN [E] HIV-1 3759 1 A B R, AN [R] B 5K A
X 5 3 S b A7 1 M 28 5 AN R ] 3% o 3k 23 A7 22 5
ST HIV-1 78S [ U EE A A BERR B R A3 7 1 A
B TE . BART 5, A WA FBA LR KK T
M A B S B SR AAT , 10 B2 3 AR PG R RK
J63E B T 3E PN RN AN 8 b X i AT, 28 [ AR
5t B(B) WA 3= A AR B Wb X3R4T, C M A 3 2
ERAEFFAERIEDBEAT » ShAh, DA E FAE
X R AT , G WE AR = SEAE PRI X AT , CRFO1_AE
BRI AR R L X 4T, CRFO2.AG 2 7E
P AE R X AT He 1R 4> CRFs W 7E %
7 JE .(CRFO6_cpx) B (CRF35_AD) . i /K J )
WP (CRF06_cpx) &5 [H ¢ Al i [X & ¥ & 2 AEH , M
URFs 5 i 75 28 ) - P SR 3 00 A0 S A 5 55 1 5K 4
RIE XFF FH K S5 0 A x4

TE A BRYE A R A X A R AR s
XL 7 B A M HIV-1 R, PL & £ Fl CRFs Al
URFs, 3 H URFs 1) 5 LN 28R 2 1 (21.3%)%. 7
AEHL[X L CRFO2._ AG TG IRy 9, AR AR X &
BLRAT A LAY, AR IR ZE AR G AN R T X U LA C
WA S FEPHRR SRR AESE VBT SE P K
AUhnh e X, B AL 5 = S HL AT (HIE SR 2HR
B#j&a ¥4, I CRFs 1 URFs 1) LA ) 2 | T e 3509,
F& CRFO1_AE F1 CRF02 _AG 4h , $i T 3% ¥ L A



- 1340 -

IR RER SR 2024 Oct. 41(10)

CRFs [ J& 4L tb 5] 46 2010—2021 4E 0] b7+ T 4
25% , 3X — LU A 7 P R RRORA A 28 X T
12%%, fEZFFI X ,CRFO1_AE AT R,
7E2010—2015 4E [A] 35 1] 72.8% , #8722 5 . o 4 ¢
e ] oy 2 5 B R e A 8 v 1 R K
1.3 R [E HIV-1 3084 5 A FEAE

T E L HIV-1 A2 3 iR B %, N4
BRHIV-1 BRI g FE M E K —. WRE2015 F 5
4 A B S BER R Ay T IRAT R I A, R
AT B HIV-1 1 % 4 $5 CRF07_BC. CRF01_AE.
CRF08_BC 1 B AL, 7 L 43 i 4 35.5% 27.6%
20.1% F19.6%. X L&V BY 75 5 1 14 4T 9 (hetero-
sexuals, HET) HH 4B (5 #E1R K L, 8o B e 11 E %
N BE AL 36 B ZEAE M . [F B, CRFO7_BC #
CRF08_BC = BLAE 3R [ ZR A6 A1 7R B i X 3 569 W 25 N
B¥ (injecting drug user, IDU) H4& 4% , 1fi B' 3L 24 7 1
0 b DX f R 1 AR 32 S HB 47 , CRFO1_AE U &k
5 5 [F P47 4 % (men who have sex with men,
MSMD) & 3L (1) £ ZIKB R & . 4>k, CRFO7_BC
FICRF55_01B 0 7E MSM A B rf IVl AL 38, dile
— I 3 E HIV-1 W8 2 A ) KA A & 5o,
CRFO1_AE H1 B’V 2 () £ % & 43 71 A 2004—2007
T 37.3%-24.1% T & 2] 2020—2022 4 1] 29.4%
7.3%, Ifi CRF07_BC.CRF08 BC.CRF55 01B Al H
‘&l CRFs. URFs 1] LE %1 4 1 A 2004—2007 4 (1)
24.1%- 11.5%- 0.1%- 0.4% F1 0.9% $2 Ft #| 2020—
2022 4F 1) 40.8%+ 11.5%+ 3.8% 3.7% F1 2.8%"", &L
ISR, 3R [ 22 B HIV-1 0 B FE 47, &R 2 8] 5 4
BE D TE A K i R B A R A B, AT X I
AT K

TV 3R S G T AR A 2 ]
(1997 B 4% 36 32 B2 i IDU A B A1 38 1T 19 CRFO7_BC
FICRFO8_BC #fk 5] 42", il 36 95 5 A% #5 B 2B
i IDU # 4 4 HET, |~ ¥ £ L CRF07 BC.
CRF01_AE.CRF08_BC Ay = L& PRI, i fifi 52 i I
7 CRF55_01B %% 2 fp H A B ZH AL [F] I, ) 7
WAT R Z B vRUE B A AU D H B e R
NBEE AN 7 AR BN, Bl MW 7T 45 R EoR,
CRF01_AE #1CRF07_BCfE) 76 CLJE s LA & 4F 55 4
NHER 0 A RR B, R B A BFE IR B Y
H PRI N A O E AR BE T 2 TR

2 HIV-1 &SR 7%

2.1 HIV-1 BRI RIH AR

AT, HIV-1 30 AL 1) 43 28 32 SO T L& 5 4>
M J7 3% B 5 K B X 9% W B ¥ (peptide enzyme-
linked immunosorbent assay, PEIA) . DNA i % %% 7%
(DNA enzyme immunoassay, DEIA) . [R il 14 f Bt &
J 2 7 % 4 BT (restriction fragment long polymor-
phism, RFLP) . 7 i XUEE 1L # 73 7 (heteroduplex mo-
bility assay, HMA) \EREF 4 2 73 %6 . SR T, % T
HIV-1 1) i B2 AR S 1 53X 26 5 325 75 Hfy 58 B 0 B %
CRFsURFs 45 5 2 V. Y 7742 BUOR BRI, 7272 R
Ji sz B e E R . H AT, Oy B HIV-1 377
o R EOR B FE B R F | 2 E R A B EE N (poly-
merase chain reaction, PCR) DA S JE[Rl:8 F 45 .
200 FERIINFE DRI R R A 2 HIV-1 3072 (1) 4
PR o M 2 BRI e 34T HIV-1 8 73 Y, o 5
X JE R 20 4 K B R ] B (env gag  poD HEAT 4,
SR G SR 7 51 5 bR 2 25 4k 7 51 HXB2 #E1T &
G T AT E WAL . B T, pol 3 R & e i
FH P07 X 38 . B8R Sanger M 7 A2 5 i FH 10
J7 1% 5 B IE 4 K 15 8 & W J¥ Chigh-throughput se-
quencing, HTS) 7E HIV-1 YE. 8 %5 58 | ¥ B FH 38 4 4
% . AL Sanger Wl 7, HTS AL 1] LA R B %5 20 & T3
FLF HIE K FEAT HAT I E , 16 REOE A I B R
I B3 E LB T 10%~20% 1 25 #k 2 #7 I0
RN, B S B BRI AR A . RE A8k
T AR P RS 1A E A R AT A
HIV-1 3 AL A JE DR ZE 47 B85 00 5 7592 S b R A I3
LU, S B HIV-1 255 RV A 7 51 F Jé S0 93 ¥ 18 B
P TARRR M T B HOR S .
2.1.2 £ HEPCR % & PCRIWEHEE RN
BRI N 22 B SRR R R S, DAY R HIV-1
TZBRIF 41, 98 o 18 5 B I 0 o 12 P VK UL %% PCR B
P, MG 225 46 AN TR Y R o B R 1 e B bR Y
SR . Z2E— g6 IDU N BT 5 B, 26T
% # PCR 11 £ [X 3 W &L F§ 7 % PCR (multi-region
subtype specific PCR, MSSP) g % #E #f iR A i 17 T
4T W [X ) B.C.CRFO1_AE % H: 5 40 J& 30 F1 XU
G , R AR 573 2y AIE B 73%~100% Al
100%"". 5 — I Py #IF 7 A B, 2 B PCR AJ il D) 2
SEMX 43 EAATHI CRFOL_AE.B.B’.C.CRF07_BC
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SR, R DN 40 5 DUmL, 5 5 505 100%™,
AL, 30 5 8 B 7T B H 22 B PCR A — 44 =
YL BB AT TR ERAE R B R o AT, AN T
R 2 RSO BRI T — M BEE R
TREEAERN . ST, £ B PCR BA i 8 .2 0
ERE R o T EAR R R BUR RS W
T4 R B A F AN 2 E R R E T B R R
HIX o SR, 2 E PCR [V B RE S 1 51 ) 7 ZEAR 4
2 HIV-1 378 R AT 17 0 BEAT 58 ] o
2.1.3 FERES A FERGES A, PR DNA RS
(DNA microarray) , {4 — P i ZU JE R 4 Y1 6
SR FH s B 1 G AE ] A4 B804 Can 38 ) b [ 5E &
Pl L R, TR B — 4 70 431, SR 5 5 S A id i)
(RIS 7/E = N RN UL 0 S R vi WP S i BUR - B e 2
FEDEOGAT I 28 G0 X T B #1588 e g AT A4, A WA
B RS ERIROGAE T, B MR AL R A% 52 1 R B
T EbRF TR 34T 4 o RIE B W) EE X gag PR 5T
XA BT 1 AH S PRR BT, I FL N H T 1 R 12 Wy
o N BEAG a2 , L 5 R DR e 4 SR — B R
198%™, b JE , FE NI K T AHEL K FEXLE R
PREF 1) DNA S il 7 &, = 2 H TR0 5 RT ATPR
1) ) T 245 A ORI R AR AL o R SRS & —
Fh i R BUR R 7 45 B T RS & B 8] 45
TARiC i B B o b A D5 T R ROR B 2% L ROA
e ot , H AT AR E IR E AR 22 M
2.2 HIV-1 ARG RI T A

WIHT ik , 52T Sanger Ml /57 (1) 2 Ge itk Ak 53 #r 72
H AT B )2 1 HIV-1 73 84773, B8 8 37 I th 48
N HIV-1 3 R0 R W RGN & H
FR) 732 P R BUR P 8 = — 2 2k 1 R B ) o g O
1%, BLFE AL $2 (neighbor-joining, NI 2 | JE AL %
B K #4) (unweighted pair group method with arith-
metic mean, UPGMA )% /N34 (minimum evolu-
tion, ME)VASE ; 52 3 TR ik (0 e L P HE I, o
KALAR (maximum likelihood, ML) ¥ . DU - 27 i
(bayesian inference, BI) V% « £ K i ] (maximum par-
simony, MP) V%45 . H i , & & H 1 77 8 55 ML
5 BIVEMNI %
221 ML MLER P51 i 0 22 5 A7 s 0L 9 o
SL VR , SR R 58 1 B AR B T H SR A7 i BT
A T e AR B MR A, IR X Ee R B PAAE B
8 AL R IACLORAEL , SR 5 X BT AT T e & SRt Ak v
HO TSR AL IR bR BUE , B ¢ D R BVR B 1Y) B G idh Ak

PAE A AR . ML V58 5 81T B E{E (bootstrap)
XF AR AT R 5, — A N bootstrap >70% (1) 73
YRR E NG E . e E T 3 R i
T MLVE A 5 SE PR A1 Ol ds W& 0 i AR
P T 25 SR v i e R o R A5 T T AR #, ML
ERETTZ R IR BN AT o A A O L EE
phyML.RAXML.iqtree 5, H: " RAXML i T~ Hiz 5
PR R AR TR B A .

222 BIi: BLERH S ML EVE 5 brifE
Rk B AR B T AN R . BLVE @ S 7R B R
85 5 15 K 7% (Markov chain Monte Carlo, MCMC) j#
AT HlRE , DA 7€ H A B v ) R R AL AR D i
PR, T AN 2 BB BULAR A s R A . BLVE 8
J& 55 W % (posterior probability, PP) X} 2 4t i2E A4 4 (1]
AN GERFEAT VPAL , — AN B >95% 1 PP E 1)
oy PG BE R . AN T HAR T BIE TR 1 2
B — B B A B R L S S B HIV-1 88 2 [A] [1)
RYKF . IR, BT 7 ESAT R BIEE
TERE A 15 £ 77 TH 77 R m K AR Bt .
FHI) 53 BT 84449 MrBayes

223 NJVE NJWER —Flodd oh S Fh 2 18] i AH
ABLAE Sk A 2 1 A0 IR 1R 40 1 25 g LU 5 4 (7] 55 2%
KEWTTE . GIEE RN — MRS I R
FH — 58 [0 b 1 33 VA Hb G 6 o B S o R 1 A
W I E AR PR B R, Wt R E L, R R &
Ja— M RET0. BT NIVERIER S > TR
Ty N i S FE AR, W R A X R [ I A g
IR Z KA, R )z A . SR, BTN
R A I i A s A [EDA A, PR ASOE A T i
PEE RS AL/ P BB ACL BE B e B B bk o IR 0 A
HAF A4S PHYLIP.MEGA % ,

3 HIV-ITEfRHNEERNX

3.1 HIV-1 WA 5500 i Jg o aeA% ik

HIV-1 VB 2 (8] [ 22 53 2 6 95 0 a3k e L s 2 A%
PSP R . Pant SRS R I, AE B WA
JER G 25 11 5 s 3k e T FE AR I C/D>G>AE>AG
>A. i Kiguoya &P 5T U 45 H , H gag & F i 3K
(1 37 LR S M ) B 7R AN 1R HTV-1 310 8 92 95 gk
RERMEFEJIERNZE, HA/C<D<EHHKTE-
R, RE D ARG 5 A TR G 1)
TR AL (E AT i i B AT e Y, X
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A g5 DA B A i LA ) CXCR4(X4) B2 AR,
FE G = A T KT IR 4 B R oG . — T
B E TR FE R B, RIS 2 A 4 52 U e o B VR T
(antiretroviral therapy, ART) [FJ 1 It ' , D W7 84 J&& ¢
HAET R A B2 T B ALY, [ 1o
FUAR TR, D Y B G 25 1 B T X6 R 0 3 i el
FE 43 9] b B 7 Y Jak e 25 1 2 % A1 2.9 507 ARl AR
M 22 R T — i B A v A e AN 1 70 1 HIV-1 387
P ——VB AR A, 5 H Al BB e E A L, VB
AR S AR B Y o O B R = 3.5~ 5.5 % .CD4' T 4H
0 ek 2 3 R 2 A T I o PR R DRy 3
(100 JRISE , 30 32 7 H B R PR 08 A% B XU Y

BRI, 5 Al B G F A L,
CRFO1_AE /&Y Y 3L 45 CDA™ T 240 M /K ~F 5 AR, 36
J5 HE JE 3 B B PR, 1T CRFO7_BC & 4t 2 ) ART
WG IT RORAE TBCRFOI_AEMICRFS5 01Bi&YE. 5
CRFO1_AE5 B WY G AH EL , CRFO7_BC /& ¥
7E ART #ATH] ¥ CD4" T 40 B vt 2 s » SE I e s Wk 5
() Bf [) B R0 & — T A Z1) A 5T % B, CRFO7_
BC &Y 1 sk 2 I BT B WAL G 8 %, 15
ZEFHEKZ) 58 000 45 D1PY. b4k, £ MSM B A
FLR I, CRF55_01B & 44 ¥ 1) CD4" T 4t ffd v 250~ B
W JE % CRFO1_AE 12, if 3¢ 97 55 3 b T 38 4%
CRF01_AE#I CRF07_BC #, % B CRF55_01B /& %
] e 2 28K TORE AR A I 1 I 2 4% B 0 KU
FE T2 B R A S 2 S I (CDA' T 41 i v i <
200 M/uL) f 3% B |, CRFO1_AE #¢ B, H &k 2
CRF55 _01B,CRF07 BC fiz 18,

SR, A 2D 30 43 W 9 2K Be W % 31 A [|] HIV-1
VT Ja G 3 9 9 3 R I I 3 2 P R HIV-1
V7R J e 3 F R R RN B AL 4R 2 B B A B
16 F VART ¥R I7 ALHE 2 07 R & 52, A fr it
— IR AL
3.2 HIV-1 W 5 mE ik

S ART /] DUAT R4k 52 HIV/AIDS 835 19 o
H2E K F 1, (H ART 2459 2 e i1l 9s 25 52 il 1 G
AR R, HA RS B 5 mIE F RO, (AN 2408
BOF R A4 R, i 22 4 OB R0m)
PP A HIV-1 A% 5 0 08 T-Be. AR, HIV-1 1Y
AL A Y 22 K 1 B AT R R B AG
AN [F) HIV-1 3028 22 T 7 8 6 P 2 DR B 06, 7R 2
B KV b, gag H R Z 5 2408 17% (15%~
22%) venv 5= R 1) 22 5 295 25% (20%~36%) , i £

AL o3 — 20 0 R X b 3k R 22 S RO RS 2 R
PR, A 30 HIV-1 0 e e B AR 2 22 07 THI T, it
P BT env JE R, T 40 A B PR T 9k B2 40 B ) 2
W =F BN} gag A (B pol FEK o« AR HIV-1 3774 f
B 22 5 3 BUR AE 51 S 78 4 1 A8 A% M. EH
T AB.CHALZ H A H WA FEK , AR 56 it il
BEXTIX 3 TR R R S M2 P AT REBE S B

BEAN, BEFEFATR E T “Mosaic” % 1 1IN & , 18
TR AN [F] HIV-1 30 284 YRR 14 7 51 F B e SR T il B
2% 22 PO T REAE BB (1) “Mosaic” 22 K], I I 25 4
E I 75 55 AR B ] 2% B “Mosaic” & B o BIF 7T R
W, “Mosaic” % 1 7] LA 5| #E HLAAR B2 72 R0 B R N
B % [ NP7, Barouch S5 1 11 PR R 56 25 R WK
“Mosaic” % 1 B A K4 122 4 1% A 52 v, 25 15 ]
NN B R 7 N R T TN KR 1 SN
41, Stephenson 55K I, 5 124~ H 4250 7 S 4H
Lt . 6 A H B3R 7 22155 5 10 S % S 8L 5 BE I R [
I 5 408 R A I T) 0T 3 88 ) 2 A At A A 2 SR R U
AR o IX 9% B R S B R A A Al T
T aE. HAEr, M “Mosaic”Z i 2 5e ik 1711 a HilE
PRI IR, FL 175 5 1Y) S P2 s 8L 5 FEE AN T FEAH b = %
T B BAR A “Mosaic” J2 1 AT fill & 42 BR - Hi HIV-1
()38 A% B IR, 15 3 B DR 1 ) S 2 IO, A EE e IR
HIV-1 5 AR 5 00 2 P IR B8 H B

4 BESRE

SR, HIV-1 1 5 B2 e M 5 30 B 3R
RIS B R . 2T AT B HIV-1 A 2
BEMEATSTE RE S0 0, DR b % 5T JE 4 BR HIV-1 4
FIRAT I 52 JE W, RN 20 BT A [R) HIV-1 3 284 %6 % 9
HEJE 9 B A% 1R 55 U7 TS I R 0 [R] B AR HE 3
“Mosaic” 55 V. B4R 7 11 8 W I, 9 L H S “ &
SESWER AT B H bR HEET LB AR 1 .

SR
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