N T S 2024 Oct.41(10)
JOURNAL OF GUANGXI MEDICAL UNIVERSITY . 1353 -

HIV-1 fih 25 K £ A 33 Jig

HERFEW, 2 W

(1. EREREREFREFR G WMDY 2744 H E A=, b5 10007152, AL ERLK2E A
DA, AFRE 0500173 4 K550 LB R B 220 55 0y, A K 050021)

IR, TEFHRF R ZE R ST OB SR A W AR ) 2 A A T R SRS T AT B AR
ST 3 T A 4R HIV I 245 1 VHIV 2 F AT 7 % JHIV SR B BRE
T 5 TR R LB K B AR ARG T E B KR E R E S E 1 Journal of
Infection Advanced Science Cancer Research % SCI T b & 3218 30 70 R 5 » 3R % F/ 7 A+
FARR 2T, 29 35 2 80, O JC R KA Th AR TR B8 2 e B 2 R 3 45 0 1 i (R 44 58
. AR E LR R B R R R R T AR AW R MEFE R AR EAZ R AR
BB FIREY I RR A%,

WE BT O A EREE 40 248, X A Bk A 38 ARG RO OK 7, I8 254 H S 1 R 2 AR A 4L P AR T I Y — T 1%
AR, AU A DU BT IR (HAART) & BRI VR TT I 3 05 58, ©O o 22 S8 B 2/ N S B I 7 28 CHTV) e 2y
K B RARAL , I kR G R E  E— P A R R TR KAEH . EREE X — 7 AT 5 8 , HIV-1 i 26 M0 H 28
FEH o HIV-1 i 257 A2 B0 I PR A0 8596 77 R0CR B 3 R R 2 — , R s T HIV-1 1 25 VA6 I, 36 47099 45 25 9 i Ak 5 3
FAARAL BB 1R 25 R A S B oy BB . HIV-1 i 2046300 J5 ik £, RS FH 3% 35 AN R D7 2 85 7 AR SCTE R [ P 4 Ak 22 SR %
R HTV-1 i 258600 7 VR AT 2538

AR SR s HITV-1 IR 2 AR 5 i DR 2R i 24 A6 0 5 3% 7R i 24 A

PESES . R51291 XHEEEG:A X EHS:1005-930X(2024)10-1353-07

DOI: 10.16190/j.cnki.45-1211/r.2024.10.005

Advances in HIV-1 resistance detection technology
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Abstract HIV has ravaged the world for more than forty years, causing great pressure on global public health.
Today, AIDS is still a medical challenge for global public health. Highly active anti-retroviral therapy (HAART)
is the preferred option for AIDS treatment. It has brought well-being to many people living with HIV, and has
played a great role in slowing the further spread of HIV. However, with the comprehensive application of this
therapy program, HIV-1 drug resistance has also become increasingly prominent. HIV-1 drug resistance is one of
the main causes affecting the efficacy of clinical antiviral therapy. Therefore, it is very important to carry out HIV-
1 drug resistance testing, optimize and select antiviral drugs, reduce the occurrence of transmitted resistance, and
prevent and control them. HIV-1 resistance testing methods are numerous and various depending on the applica-
tion scenarios. This paper summarizes many literatures around the world and comprehensively discusses HIV-1
drug resistance testing methods.
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BRIV IT , B OR M S G 1 A= i i 1T, Rk 4% 1 5 0
FE®o i 245 0 B OROK B AR 108 35 3 70 55 25
FRRRURR A 5 BRCA B W) 0 300 2 SR 26 7 MR 10 G
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ga) Al [ 30080 R d B D P A Bl 6 . 2T
SRR PRI RS W 7 ¥ R e 405 5 e e MR T 24 RAB R BT
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SUER I EZ HIV I 25k 75752 —
i 2 B R (FDAD Ik #E o] N H T

HIV-1 i 24 Kl (4 7 b st &6 “HIV-1 TRUGENE ™
Genotyping system” (TRUGENE) 1 “ViroSeq™ HIV-
1 Genotyping system” (ViroSeq™). W # ¥ HAALE
(AR DR FR) S 7 510 A B R 4 5 it 24 VAN BR1F , BT DA
FEAET 254K o Kuritzkes %) H TRUGENE i %}
HIV-1 3G 25 0 AT i 245 460 W R B0, A [E) i ) L e 52
Rl WSS LR ETINE — SR E EASX
D PP ot 53 A S 2 S, HL I T 1000 copies/
mL [ FE A A AT 1P Al 55 51 B 03 AR A A I
IR R A5 A5 A AS 9 55 45 DLECLE 1 000 copies/mL PA
o T ViroSeq™id FH 1 & ¥ Fl 4 2 000~750 000
copies/mL". HH T Fp A JE A, H AT F ik 2 ol 7] &
A OB

T 20 ] 5% 245 i M B 3L ) R T AR A B R
PEARL SR 1 H Nk 22 B R R A BR A m A R
{10 7 A6 HIV-1 T 24 A P00 0. 1%l 50 &R H
PCR BRI YA b 25 W) 58 45 5 H145 8., A8 RO 34
I AR e o SR I BR BEAT I . 1%l &
i& A T HIV-1 PR 5 RT X fiif 24 R4S kar il , 285 4L vl F
TIRARZ% .

GeneSeq™ Fl VicroGEN™ 2 12 & [H IIfi PR 52 56 =
B IEEREAETTH T ImIRAE I . GeneSeq™ /7 2 ik
Ry &5 A H 2 R R 270 16 B T, ) o I 0 e
TN 5 A P PR HE o R it 2445 5, A IR B RO 500
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T 0 B30 S BRI R S SRR AR B AT T
2yl , 3o 1% 7 VE R T Y B P Sk A
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(1 R 3 SUANHA 2 5 R , |l - I A iR R 5 4
T, R A 75 ZE BB T 5 B A A 1 T
S AL EST, R I EREE R
AR A5 B 2 40 B T BEOR 58 RS 56 45 1 A A4l
AT
1.1.3 TGS TGS % LLE 7 7l 7 R, B
3B B KR (20 kb)) B 5, 0 I A 2k X
Rl B A B m AR A, AR R AR &
A HeliScope #7717 BEA LS 570100 7 2 AR
(single-molecule real-time sequencing, SMRT) . 4} K

LI P+ AR .Geno Care 5.5 ¥ 7 5 R %5

TEA8 F TGS B9 HIV-1 i 24 A 90 45135k , %5 1 34
1) #& LA Pacific Biosciences (PacBio) V- & N AL £ 1Y
SMRT. PacBio t1% ff] SBS %5l , 5 Ilumina 4 4
14 DNA v B 3 545 5 AN ) 3R 8 bR i 1 22
M TR DNA 73 115 5, BEfg o 1 A s 5
Ge T B A B 1) 8, A T AE M LB
PacBio % & 7] 7 7% HIV 4x &, T LLE 0F 5T pol EASF
DX 350X i 245 12 1) D ik NE B A AR OR B AR 3

A I FEAS F S0k R B 1 SIS R AT Sequel T
R GAEARAE K A 1 R B 5230 >99% [ B4y F- 13
HHERA IR, (H A ES AN RS AN FE, HRT MR IZH T
FRAR IS B 5K B HIV T 2454500

G0 2K AL 4 AR A F 4y S R — AR
FoR G W FE R A VYA . 27 4
A BRI ssDNA 5 RNA AR 4313l 5k 492K £L
PR LT 57 AR A HE D 2H R AT S
HCA] BN RNA #E4T Ml 7 . Oxford Nanopore Min-
ION(ONT) /& —/N/IMAFR ) USB 8L, B A (E 1
MR R R K KER A 5RE
DS N = S AT T S v @ L B S ik o N )
HIV-1 2 K 41, (50 3 A A 1 AR B 2T &
T ZMITERRANEX — R . W Gallardo 2P FF &
f¥)—Fp B Jy MrHAMER [f) 2% T- ONT fJ K A2 0 /57 &
T8 , G BT 2 R AR I B AR AT A, 2R
FIHRBERZT 5 kb B R RS B2 00 7 , RNA 7 51
THER 2 5115 99.9%
1.2 BT RO AR IR A DR RS i 245 Al 7 vk
1.2.1 AR BRI Cheteroduplex tracking as-
say, HTA)¥:  HTA R & Z B ARBAT 51 5041, %
For I A5 N TR P AR Al B ER T A, R AR R AR AT
T Ik ¥ fis PR UK 23 B AR T -PCR F= ) S Y UUBE A
FRAR H N/ R R AT G 2 R YR RURE AR I RS 2R, A
T AT LA 3E I W %23 A% 46 7 o B 2 DR 20 1R T 24 2R A
& 5o Resch FFPIF Kt —F 2 A1 mURF 5 £ (MSS)
HTA , % J7 ¥ w] il 22 A~ J5k DR 26 v 1) 5 A% DA Je ik A
HPAAAER Z A RAE, AT T AR s MR Bl
1.2.2 RNA # [a] 4 3 /) fa] 5 77 72 (simple method
for amplifying RNA targets, SMART) SMART 14 A
i 5E B> ssDNA 15T 5 5E RNA H [ RF 5 Fr 51 45
Ao BE W R W 5L AR 1) 22 PhRRAIE , A T 24 1
&R, BRI TAZ IR P A 9 8 AH HL , SMART
15 5 RNA A 5 2589 0 o¢ , A 8 5 7 RNA 7~
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V) R 545 51 ) W H 1S B AL IR AT
TZEMN . A5 K H SMART £l & K103N fif
2 RAZWIR FE PR, 45 L 7R SMART £ 7E 180 min P
SR 5 [ IS 2 2R 0 HIV 55 A et o m) DL ) )
1% M RASAA , RELEZ)24 6 000 copies/mL™,

1.2.3  RIEJAEM (point of-care test, POCT)%:  POCT
VR AL T — T D4 HIV-1 i 25 86000 77 %, %05 &
A B ARCAGE WU A 7 ARG 0 AT R M 44 4 ) A st 1)
X o HORE A 5 75 B2 U5 Sk = b XRG I B A B B
X . OLA-Simple /& POCT N 5N 72 H S ig 2
—, BN G5 K103N.V106M/I. Y 181C M184V Al
G190A A7 5T FIAS I R4 Z AT VPAN , AR R =ik
98% , H.ICZ 56 N\ O3t m] A5 FH F CRUE A Wl PR R 2
5 H A8 B A W 1 58 4 75 & WHO 2 H 1 “AS-
SURED” #r#E ¥ HIV-1 ffif 2540 1) POCT 77 -

2 REMZGENTTIE

e YN 24 R W) 77 3 1) 3 A TR 3 N S i 24 5%
AR AL RO BT B 24 W R 1R R e DA R R R 2
) HIV-1 A8 G B35 M (1% O, A 2 it 24 M A
M Ehrite. B AT, R B 258000 75 V50l 4 2k T
T BE 55 5 5 A 0 1 AR R R 24 A W B B T 24
Far il DA R — 165 2% 2 AT 24546 I 7 %
2.1 EERIRE

993 BE B RV 43 B IR BB e R A R
BEREAT AR A 25 W BB A 3 AT B A S I IR B
PR JE N A0 I 5 1% 40 i (PBMC) 15 7%, @
o P R A 2 T P B8 (CELIS AD 5 WA T s 5% B3 1)
P24 Hii Ji7 &0 78 29 M0 I M R FE (IC,) , I 5 B
AR LE A AVEAR 70 B8 B MR A HLA T 24 1 DA Je
i 25 FE PP

%7V TR A AR A 3 S AR, e
B 7 H R R I K (8~ 12 ) . IR B 1Ak
PN 0 2 R R OK, HL B N PBMC £ A [A) i 2%
A 2% 5%, WOz ik BIEAL, A E &N AT
i PRI 245 A0 <
22 HAREFE

Kellam %5 1994 4 5 {48 1 HH i 8 K
BURT I 532 o oAb 7 3200 F [R5 14 E1 20 7= A= & RT
B[R] (1 #2075 5 B AR, 18 I HeLa CD4 7% B 3 44
VAR 25 P U . H AR (0 2H 0 B AR 2 i
258 J7 55 2 2840k, i Ik A4 it 4 9 1 I e L
X A7 245 P P U A

2.2.1 Antivirogram £ #ll  Antivirogram && — Fft J&
T4 AR B S IR AN T . TR IR AR I
A HIV-1 PR RT 2 [H] Fr B 4195 23 1 19 56 () 2%
5 F AR B B bR, AT i I 4 iR AE R
Y AKX 4 B 2 A B g, AT LA B R
BORE . AE HIV-1 M 4L RS B RAE A B g AT 50 00E
R IT R B BE R AR IR HO AR 8 1 T R
AR BB B RAL N BT I PR A HE ) HIV-1 #1061 771 £ 5
TR PR 5 M) 2
2.2.2  ViralARTs HIV assay Weber 25" JF & | —
FhHIV-1 R85 B 77 7%, 1% 05 326 HIV p2-INT £ A
R EINGIE 3N = P . 2 PSRN E %% N S i
ok 00 40 i v 7 ' B Bl A SR T A 2 W U A

Lj PhenoSense assay FL#, P94 % HIV-1 #1136 A
HE (0 25 ) U I 5 1) — B A 22 R, T Vi
ral ARTs HIV assay 7] ar il H 25 A 1K 42 25% T 2495
B B AR T 5 SRR PR TR B R B TR S R T 24
PE o RH: BE 0% A A4 i BOK HIV AT AR B
(1) B A 2 1 e 7 i S5 AL B , AT () I AR ) % 24
Y Byl At , BT LRI A T A I HIV K G 58 38 72 2%
BT I E N A KR LR A
VI G
2.3 L

% [H Virologic 2~ w4 51 2H 5 B 3 Y i 245l 5
RIEAT O R RO R L . PR B G )
B DRI D B 5 A5 L B 8 A& o BB A T v B0 1
T B AR 22 A 2 G SEI AT E Y. BT E
()4 Hvd £ 1 2445 77 4 PhenoSense Assay 1 Phe-
noscript™.
2.3.1 PhenoSense Assay PhenoSense Assay i §
PhenoSense GT. PhenoSense Entry.PhenoSense Inte-
grease””, 7F PhenoSense Assay £ Il 1 , ¥ M Il 2%
#7151 PR NI RT J2 ¢ Ot 3R I8 42 1k 5% (K] 73 ol 4di N\ 2]
HIV-1 #4K 1) pol [X Fl env [X #4) 4 i 24 6 I %% 14
(RTV) . FIHAH & B e 7706k b 50 75k
N7 A ASS6E PRI RT 40 771) (0 80, e o 24 0
TR 2R SR A 8 A5 1C 0 12 5 T DL SR vy i
K, B R T 55 7R EE P R, 8~10 d Bl Al 2 A
ROR G J 7 Ar il ey s 1], W] A7 2 B ki 45 LA R
I7 O UG B IR TT 254 LA SRR G i 24 B K S
WA TT % .

RTV A TSR BE AL B RV 2, 577 4 A
50 B 5 5 A 48 75 40 i S AT R I B O v
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FHEG {3 F RTV B A 5 o 1 R 508 A m] 8 57 1, i
FOTET X 0y By I8 % R 25~ 45 M. —
R LR 5 1% 77 2 T DU DT 24 973 53 M B AIK 22 20%
~25% WIREARTT 251 o SR FZ 7 1200 HIV-1 8 43
HEAT R RL I 25 R, 45 R S DUAE SCER — B,
M184V/1 FE75 A I, 35 BEAR X 2K 7% 72 1) 5 I PR
2.3.2  Phenoscript™ Phenoscript™ J& — Ff /4 4 .
B A B 2E 995 B A U U7 25, B P PCR =40 5 4 B 1
LG5 530 2 JL S B, N AR 245 ) BLT o FE R A
A HIV-1LTR £ il (1) B- FLbE 5 B (LacZ) , 45 18
AT . BT PRORT Menv ¥4 i1,
b ] DA 0 f A 40 ) 57 (FD i 25 1% - Zennou
SEOSR FH I 7 0 5 48 42 52 B 1 A A R VR 9T B R
B AT, R BLIR T R MU R FE AR 5 i 25 B kAR
B ) BT 5 20058 365 46 58 545 8258
90 fir &b 15 7 HL B RIFE TR F3 i 245 P RAZ A R 24
2.4 HoAth AR 2546 I 7 2

It 5 2R 5 R R A W R, — e AN AR R 3 5
BRI IR LR OR . Ll ks A OG0 B 2 RE N
S o 43 1 A L B AR R ] 4 b 0 5 AE O il
TEZGAFAE NS DL R (35 M, W01 TyHRT 5 551 A PR
7 R 140 26 A T 2 B WU S Hp A G i Sk L 0 1)
B BUBAE , 40 Amp-RT .

TyHRT i i K AH SC E [X DNA 4 N T RE 1 P
FEr A A DR TR 24 K60 DX 45k (1 56 8% TyHRT Joff . &
SRR RE B VS IR BN AT T, (H s 77 Ak v 254 %
1 P 0 o] el G DA B AORS AE J7 RAR G, RT DL
Tk U 55 P R A (10 A A A 00 T 42 N0 5 Tl 1) 12 5 VP A
T 24 SRR AR

Amp-RT | i ¥ #% 5% PCR ¥ 34 i -0 1L 98 9 25
(EMCV) RNA 2 [A 4 7= £ EMCV c¢DNA, X H
Southern E[1 7F 2% 2 ¥ 1] EMCV %F 5 1 #0935 #8
B Amp-RT ) R 8505 2 A5 4E RT & I ¥ 100 000
5, L RT-PCR 5, TCID50 £ ] & 8% =1 100 £, AT
ARSI 1 28 A B AR 7K P 1) RT 3 12

3 EMRBEMWGRNTIE

R H0L 2 R it 24 6 I 7 vk v 36 [ 5k A2 Virco BV-
BA A R A R UL 7%, K FE
T O 13 000 4™ 3 A B — R A E 0 P2 A5 S AR
P BB HIV P 51 R T 24 58 28 ) Tiif 24 7 B 1) 3 I gk
AT o b4 AR 5 2 B A M A L AR 2D (1 ~2 ],
MAEAR, S5 R E M .

virco®TYPE HIV-1 £ 5t 7] £ >R F 28 14 4 A
T AR T 7 PR R A ) R 10 Fl s B4 S i A
) 750 PR i 2 PEASE R, A B A S8 R B B R AR X 2
Py RO T 2 K RN AR T ¥ A AR A R
ZGPERI A T S A HER . R Z TR R
TR I J7 9% 5 AELE 5 A A "B A o o 356 TR 2R ARG ) )
HBERR  IRA S A & — P BB ARG ), 1T 2 2 T 2 A
RS I RN B4 P G P 7 — A TR0 &5 2R

4 ETH=RF ML T E

HLAR 2% 2] kR 2 b FH 1 T5000 A0 T % HIV 1)
it 25 7% , 40 HIV-TRePS & 4t , 1 F %54 J& 78 37 p 7Y
LTI 55 25 2% S L B M 26 it 24 78 A4 R i 3, DLk
AT o ArifE oy S 245 1Y A0 458 HIV B[R A VR 97 i
i) - CD4 T 507E P IS 2., 78 28 X386 AIE Al 37 90k
ST 0.89 1 A2 AR T AEREAE i 28 R Y T Y
(AUQ) , 1 it /b = 8 5 B A 8 AUC {f th nl 3& 3
0.78~0.90"", F&35 B 45 S5 Al & SR AN I ] Y
5 R AT DA I (8] 47 i 76 5008 =, DU AR OGN B2 3
— 2 AT AH IARE M B BA B DX 2% O . R B
B RUASFH f 2 , W7E R RN B X B A B R
RV 0 A0 — T Z 7 1R R AR 3, 57— T7
THI 0T A B S5 58 (96 97 J7 S8 B Z I PRS2 FH 3201,
WO RAF RN Z R

Lk EFTR  HIV-1 it 25k MR E 2, % F
Lk s 5 AWK 77 75 AH T, GDRAS B A PRI
R AT R AR S = R, BT T
e ) HIV-1 T 245 4 1) L0 I A A% %, 5 FG T 24 iR K
2T B T 25 504 B . A TR L X HITV-1 30047
BAE, HEERATEA TSIl % R m R 41
[ & & , GDRAS /N BE #E i il B 4 B i 2615 1 -
PDRAS it 5 or Il & B, R BOREAR, LA 25 53 5
2 BN G0 BRIR A | 256 = 2% A1 45 DR 25 5 1) T = LR A
75, HE ] B T N HIV-19% 25 (i 25 15, B
AR Y AT AR P 55 25 W) BB v VR AL S R o T
fiEERE 5 7 HIV-1 T 245 a0 I () S An o HL H A IF A%
T A5 255 ST A UE ) cut-of FAE, ELAS I 2 1 % B
ANPUR TR 25 , T PDRAS £ IIfs PR i 24 fif B b 45 B
A& MR BRYE . R H0LER Y I 245 K ) 7 vk 5 2k T
WL 27 21 R 25 T30 75 v 00 F 000 e s ST B A
TR DA B A R T R V-1 7 245 14
TEAR KA B HAERIT X TR DR IR IR 45 3,13
TEF HIHE 5 IR a8 HE R % v e ik S i
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