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[ Abstract] Objective To evaluate the concordance in predicting genotypic
drug resistance between two interpretation algorithms ( HIVDB and ViroSeq V2. 8).
Methods Total of 47 HIV-1 plasma samples collected from 2008 to 2010 were ana-
lyzed. Two available algorithms were applied on each of the sequences: Stanford
HIVDB and ViroSeq V2. 8. Genotypic interpretations were normalized to a three-level
output ; resistance, possible resistance and none. The concordance among the genotyp-

ic interpretation algorithms was analyzed by a weighted Kappa statistic. Results The
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weighted Kappa values for drugs between two interpretation algorithms ranged from
0.70 to 1. 00 ( substantial agreement or almost perfect agreement) , except for ETR
(the weighted Kappa value = 0. 17, slight agreement). Conclusions Stanford
HIVDB provided comparable results to those of ViroSeq V2.8 for drugs used in China.
The In-house assay is applicable for resource-limited settings in China due to its lower
cost.
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HIV 77 A= R 25 Pk S B O 1A 7 R M SR B R A 20 S5 PR R0 i 245 46 )
AR I 25 0 7= A 2 o TP AR 1 TRUGENE® T ViroSeq® J2 P S F L
B3 (R TR L R PR R T 2 G 00 i o LR S R R I B A BELRS: 1 3k T R R A
K JEr E A RABE R . M T 5, In-house J7 W A, I 4¥ s 2 R ) L (H
For i ast R LARRAE o A, 5 R b D7 2 7 i DR B T 245 45 SR A B 7 T 1Y) 22 |t 2
I R S TE B TR Wit ASBIFSE HAE T In-house J7 ¥ 5 FH 4 35 IR 7R i} 2% i
B R 4 Stanford HIVDB ( 3 30 #% K 2% HIV i} 245 8% 3% 72, http ://hivdb. stanford.
edu/) 5 ViroSeq V2.8 & 45 10—,

M5 A%

— X4

AZHFRA N 2008 4 1 H 22 2010 4F 12 H [8], K )P [ K M7 5 2 St i
% (n=35) Ko B P B s il o PR S oty (n = 12) TR i) HIV-1 JE PR Ui 2Y
Rr I o4 b M 3R AL 47 o PR AFR AR EE B S 1500 ~ 500 000 #% D1/ml, 435 J&
T 6 PR (B WA n=30,C WA n =5,CRFO1_AE ®#{#n =5, CRFO7_BC
EHMn=4C A n=1F M n=2),

ik

1125 5 A 2R FH ViroSeq'™ HIV-1 J K AU ifif 245 K6 38570 & (B A 1.5, £
Abbott/A F]) #:47 RNA #2122 RT-PCR 1531 HIV-1 Pol 3L BBt (1.8 kb) . F|H
ABI3100 ( 32 [E AB 23] #4775 AE o

183 1751 28 Vector NTI10 $f132 Bioedit 7.0 F X} )5 , {# F Megad #4J%3 Neigh-
bour-joining FHALH , 454 Stanford HIVDB 3V I 25 HLAf & HAV AL . 43 BRI FH Vir-
oSeq V2.8 7 Hrik 4 S Stanford HIVDB Xt HRA 7 51347 73 B , R4 It 24 fif B 45
X

ARSCLLEE T 19 Fhghy 1) 25 DRI U 24 i R4 R ) — 30 o A6 NRTIs (%1728
T SR R ) 225 T B KR A2 (lamivudine , LAM) | B Ath 2 ( emtricit-
abine ,FTC) 5% £ & %€ (zidovudine , AZT) . £ ¥ 34 ( didanosine , ddl) | &) fth R &
( stavudine ,d4T) fif (455 (abacavir, ABC) #1514 & 75 i ( tenofovir disoproxil fu-
marate , TDF) ; JEAZ 28 390 5 5% [l 410 il 571) ( NNRTIs ) 22547 4 F . #5552 ( Dela-
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virdine , DLV) X 3E5 & ( Efavirenz, EFV ) | 4% = $ii 3} ( Nevirapine , NVP) 14K i =5
H (etravirine , ETR ) ; 25 1 fl 41 il 71 ( PLs ) 28 254 8 Ff: 48 VIR 5 (fosamprenavir,
FOS) . Ei#iBF 5 (indinavir, IDV)  ¥bZ5 AR ( saquinavir, SQV) . 3% VCHE 55 (lopina-
vir, LPV) 8 5 H8 55 ( darunavir, DRV ) | 25 AE A 5 ( nelfinavir, NFV') | o] 1 3F 55
( atazanavir, ATV ) FIFRH7 855 (tipranavir, TPV)

H ViroSeq V2. 8 43 AT S AF 3R A5 W it 24 i B 45 SR AU TS 3 /K- T 24 ( resist-
ance ) | 1] §ETiH 24 ( possible resistance ) FIEEUR (none ) |, 117 A {3 AR K249 HIV i 24
AR EAAT I 24 i B 25 R A5 5 /K« = JE T 24 (high-level resistance ) | 71 i
it 2% (intermediate resistance ) fIEE T 24 (low-level resistance ) \VEETE AR EE T 24 ( po-
tential low-level resistance ) F145 &% ( susceptible ) , Al F #4788, AW 5% i
Stanford HIVDB 45 1Y 24 fif BE 45 25 31 A 5 ViroSeq V2.8 —F11) 3 A~ /KF-: i
2}y (resistance , G35 =y BE i 245 F1HP R 24) | ] BEMH 24 ( possible resistance , {1 5 fiif
2y) B AU (none , A f75 P 7 ARG BE R 25 AN U0 0

= .Gt hb

K SPSS 16. 0 48 124 2k 44 XH& 1E J5 1 5048 35 17 AL Kappa — S0HE K
KPP < 0.01 AR S EA — B0k

5 R

— Stanford HIVDB 5 ViroSeq V2. 8 [ 24 fift B 45 e —FCETEHY

PR 3R A B i 24 i R 25 R 0 — SO LU AR A R L3 1, NNRTIs 25259
ETR (11 24 i B 25 3 — Bl 55 (AL Kappa %0 = 0.17,P = 0.08) ;NRTIs 28
25 dd1, ABC | TDF 1 1iif 24 i #6405 2R iy B — B (AL Kappa 2505350 0. 70,
0.70.0.77,P < 0.01) ;1 NRTIs 25254 3TC,FTC,AZT . d4T, NNRTIs 2525 %)
DLV EFV NVP K Jifr A Pls 28254 09 it 24 fif e 45 R — SrEAR 5 (AL Kappa
> 0.80,P<0.01),

R PR 24 R R — Btk Y R A R AR

XF T AP AR R T 1 — B BUIR (1AL Kappa R4 < 0. 80) 254, AR WF 5T L
45 T e H—3Enyin 25 5228 (R 2) .

X NRTIs 25 ( F2J& ddl ,ABC #1 TDF) 254, &2 W Hff R 45 I — 2k i) £ %
JE A b B A 96 22 48 ( TAMs, 135 M41L ., D67N . K70R . [210W | T215F/Y K&
K219E/Q) , B H G T2 T 71% (15/21) W ffRE 22 575 Tl 29% (6/21) 1 22
S K65R 174V K VISI/M/T 249828 fir 84,

XF NNRTIs 25254 ETR, 5% i) H: i 25 fff B — 3otk iy 58 48 £ 2§ Y181C
(39% ,9/23) K101P + G190A (13% ,3/23),L100I,K101Q ,K103N,VIO6M/A |
E138A V179D P225H 12341 }; Y318F ZE 2875 Ky i i 2H 5 (48 % ,11/23) , IL3& 2,
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% 1 Stanford HIVDB 5 ViroSeq V2. 8 Tif 24 fif Be ok 5 — 80t L 5

L/ e L7 JAL Kappa 2% P!
NRTIs
3TC 0.97 < 0.01
FTC 0.97 < 0.01
AZT 0.91 < 0.01
ddI 0.70 < 0.01
d4T 0.88 < 0.01
ABC 0.70 < 0.01
TDF 0.77 < 0.01
NNRTIs
DLV 0.86 < 0.01
EFV 0.91 < 0.01
NVP 1.00 < 0.01
ETR 0.17 0.08
Pls
FOS 0.85 < 0.01
IDV 0.85 < 0.01
SQV 0.81 < 0.01
LPV 0.84 < 0.01
DRV 0.88 < 0.01
NFV 0.88 < 0.01
ATV 0.80 < 0.01
TPV 0.82 < 0.01

T NRTTs, B 1725500 % R 40 70) s NNRTTs , JE R 17 2000 5% SEEEI 5070  PTs, 28 (1AM AR " 445 7 Fh NRTIs,4 ff NNRTIs & 8 &b Pls 3t
19 FURTEZIY . AL Kappa B8N 0.81 ~1.00 —F MR ;0. 61 ~0. 80 5 BE—%;0. 41 ~0. 60 Jg i E—%;0. 21 ~0.40 Ky H A5 —
BP0 ~0.20 B350 4P < 0.01 3 X B — Bk

T2 M BIRE 2GR AE R — B R i 25 AT X

2ty R SHOE S5
ddI
ViroSeq ; 1] GETMH 24 ; Stanford . it 24 TAMs*
ViroSeq : f§U2% ; Stanford ; 1] REfiH 24 V751/M + M184V
ViroSeq ; 1] HEfH 24 ; Stanford . fiit 24 K65R + M1841/V
ABC
ViroSeq : 7] GETMH 24 ; Stanford . it 24 TAMs
ViroSeq ; 7] fiEffi 24 ; Stanford . fiit 24 L74V
ViroSeq ; /&% ; Stanford ; ] HE it 24 V75I/M + M184V
ViroSeq ; #{ /8% ; Stanford ; R B it 24 M41L + V75T
TDF
ViroSeq ; 7] g 24 ; Stanford . fiit 24 TAMs
ViroSeq : A BETMH 24 ; Stanford : i 24 K65R +T69N + M184V + K219E/G
ViroSeq ; 1] BETMH 24 ; Stanford : fiit 24 K65R + M1841/V
ViroSeq ; /&% ; Stanford ; 1] HE it 24 M41L + V75T
ETR
ViroSeq ; 1] GETMH 24 ; Stanford . i 24 Y181C
ViroSeq ; 1] EfiH 24 ; Stanford . fiit 24 K101P + GI190A
ViroSeq ; /8% ; Stanford ; 1] g it 24 V106M + V179D
ViroSeq : f{ /&% ; Stanford ; 7] AT 24 K103N + L1001/P225H/12341/Y318F

7. : TAMs( g4 AH 32875 , thymidine analog mutations) , f23% RT 3£ X4 41 .67 .70 210 215 H1219 {3 5 [y 275 13
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FRE B 2003 AEFFUHXT 300 B A AT R R PURERIR YT, 2 2010 4E 12 1 &
FUAYT R 10 7 3 Bk B A i B AEAE T 25K (975 3K o Tn-house J5
VER AL R R AT 8 135 EE ST IRA IR R R IR A BFSTIE
52, In-house 5 ViroSeq J7 ik 2| 1Y R A8 22 5K T 0. 5% , H 2 HIREE R AL KT
HIfE] ) S 2 D). 2 A ST 52 , Stanford HIVDB | the Visible Genetics
Guidelines 6. 0( VGI, Trugene %t K BY i 24 k& I fif BE 22 48 ) A AntiRetroScan ( ARS)
SRR R R INAL Kappa —EbE 22500 0.76 ~0.841

AT F A Stanford HIVDB 1 ViroSeq V2. 8 Z 4t W i B 7 Xt 47 kA
(YR 245 A I 235 SR AT AL Kappa — BUPE RS 50 J5 & B8, G P g RS 7 12 1) B9 i AR
Kappa —3ME R 50 ETR 54K, 0 0. 17 ; iz 23447 0.70 ~1.00, HAETFKR EH T
REPUREEIRIT YA 9 B, 4308 NRTIs 28 AZT  DAT  ddI,3TC #1 TDF,
NNRTIs 2% NVP f1 EFV, L & Pls 2% IDV 1 LPV; B #2594 2 F, & NRTIs 2%
ABC 1 PIs 26 ATV ARBFFEXF LA b 11 Tl 2 41 24 i e 25 S i A Kappa —
FPERECH0.70 ~1.00, Hrr, X259 ddI ,ABC Fl TDF N4 Kappa —EH: &R
512 0.70.,0.70 10,77, AR 45 S m B — 2 HAR 25347 0.80 LU L, —
FOPER SR LA b 250 P e A TR 2 TR ] Y — S0 5 2 B A 2 R

X} NNRTIs 25254 ETR , B #7209 AL Kappa — 30 R BN 0. 17, 33K
HZERIBM 255848 28, YI81C & i Fh i w WY 2848, M4 Y181C Hahi
PRET, ViroSeq V2.8 RGuH HAg R A n] 5t 24, 1 Stanford HIVDB I f# RS A it 24 .
X} NRTIs 2254 ddl, ABC F1 TDF, 52 i H: figf B — S50 %) 32 22 Sk i 1 A0 ¢ 2= A8
(TAMs, 35 M41L D67N K70R . 1210W \T215F/Y } K219E/Q)'"' fildn>4 &
P M41L + E44D + V1181 + M184V + 1210W + T215Y ZRAS 20 &0, %t 254 ddl FI
TDF, ViroSeq V2.8 R &2 M vl GETr 24 , 1 Stanford HIVDB f# B Mt 245, i3
2 nfLIE Y, [RIAREVE R 5 DR AU i 24 ff 6 R 48, R AR LA 3 TR 1S 24 S5 25038 A ol 41 B 4K
s, PRI 7 1k 1 22 R R BLK ViroSeq V2. 8 R Gi 4% Stanford HIVDB (1) fif B 5 hy
sy o HIFEHE Al fgJ& 280t FDA AR R AL ViroSeq V2.8 RGi1E S 45 Fh 3R Al
Kl PRAJF 5 B4 s B SRy AL

Sz, 3R E B AT B9 25 %) Stanford HIVDB (1)1t 24 fif BE 45 SR 5 ViroSeq
V2.8 R HAR N —EE, CAWFIESE Stanford HIVDB 5 [Efr I ) —Fh iy
WAk TRUGENE £ 48 BA TR0 —8tE "' . 2% 183 In-house J5 MM &M%, 7]
DR AR Sk 3 [ 5% 5 BIR b X B s 75 30 7 A AR 28 Wl %) - B o (HLIlR PR IS AR
FEAd ] In-house 777545 it 24 25 2R i, JUHIE W S ddI  ABC #1 TDF #9 #§ Fh 77 1
fr e — BT AR A 259 B, 7 SN A4S 258
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