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A survey of HIV drug resistance threshold in Jiangsu Province in 2015
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[Abstract] Objective:To survey the prevalence of drug resistant and subtypes HIV in Jiangsu province in 2015. Methods: WHO
truncated sequential sampling technique was adopted by using 47 samples of newly diagnosed as HIV positive and aged <25 years in
Nanjing. RNA was extracted and HIV pol region was amplified by RT-PCR and nested PCR. Pol genetic mutation associated with
transmitted drug resistance (TDR)was analyzed. Results; The success rate for sequence acquisition in the survey was 100% (47/47).
The main subtype was CRFO1_AE (59.6% ) ,the rest subtypes in the sequence were CRFO7_BC (25.5%),C (6.4%),B (2.1%),
additional with 3 URFs. The prevalence of TDR in Jiangsu was low,and only 1 surveillance drug-resistance mutation (SDRMs)in
protease inhibitor (PT) (M46I)was found by analyzing the 47 sequences. The individual with drug resistant HIV stain found in this
study was infected by homosexual transmission and the subtype was CRFO1_AE. The point finding in this study is that the percentage
of HIV students was 46.8%(22/47) ,exceeding the percentage of HIV business servicers of 29.8%(14/47). A total of individuals with
HIV were infected by homosexual transmission,except one by heterosexual. Conclusion:TDR has arisen in Jiangsu. Though the
prevalence was low,we should still pay a closed attention on the tendency of TDR change. Students under age 25 are becoming the
main constitution in newly diagnose HIV infections. Scanning up on consulting, testing and behavioral intervention are beneficial to
HIV prevention and control. The key point on prevalence of TDR is to take preventive measures between men who have sex with men
(MSMs).
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Table 1 The distribution of different demographic
characteristics’ patients
REE % FI L (%)
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Figure 1 The phylogenetic tree based on partial pol gene

fragment of HIV-1 in research
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Table 2 The subtype distribution of different transmission
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Table 3 HIV drug resistance threshold survey
MR GE FIR(LL) mgifﬁi%
ND 0 ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
ND
33 ND
34 1
{51k {51k {51k {51k
R, AR BEE Y AN RIGIT AT, A IR RE
EIRIT I N BRI 22 | b 25 T B0 24 ARt Bl o
2 | DR X A 1 e i 24 9 A S0 ] BB i) S5 s
A B EolE , T EHARA 0 2 B
MR B RE Y AR B 2011 4RIk, HFE 2015
AEMEAT T LR TS 24 W I o At | Wl 1 5 3 4ok
PR BEIR ST B8 R B DL KT 25 B0 34 I If A
MR | BRI 25 AR RO W
AHIF 5T R A E I 2 98 78 Sy M46L/L,
P 578, I FLFCE 7 T B b 0 25 e o
TRBETH 2 | IX FEAAE Z 1l 10 T 245 4% 55 94 A vh R &

EBR(UL)

0 N N LB W N =

G W NN NN NN NN = = e s e s e e e e
— O 0O 0 NN LR W= O O XN R WD = OO
Z
)

W
\S]
SO O O O O OO OO OO OO OO OO OO0 00000000 oo oo oo

(o)M= NiNe Wie N e Nile Mo Ne N Y Y HY BV Y Y Y Y Y BV V)]

Rz BZ AR A B T AR, A A
PRAYAEARPE I 25 L BRI 3% 3 f jcﬁeiﬂli
i, B B RIEPEST A (MSM) ABEM 259848 i 4w 3k
] A K feft FH A 28 1 B 24 0 1) 9728 s Jn . i
FEFR I, A% IS G S A 0] (NNRTT) A% 2
e SR (NRTD AR — 2 254, )& HIV-1 471
WRERVRITIO B2, PIVE by k2 7E3kE R A
— R BE, ARBURTEEIRIT YRR R, 1E
—ZRPUIN BEIAYT R WG AN RE S I R I — 2R Bt
FELWIAIT TR E BT HIV YA 7 I 09 326k, —
H 2225 H BRI 24, DI B0 B TR YT Jo Ak X
Jezn] HRPIRES

R IAA B 25 % LS ABET, 22 BRI AL
SR XS B R, B R AR, 1O
BRNEERE MR R RE, F g Az 5T
AR 2 (HJR T R IR P2 AR B
e B, A5 R 2 A, M JLAF  HIV 37 &8
Yo 2F R BRI B ARG 2 UL HIV-1 BEREE N
LR R A B B AR WA e
RHBEC BT HIV Pidil TAERRTE S, 200, 78
AWFFE PR B IAE 2 AR B T HIV 2 Bk 1Y)
WAt

3N, R R A A PR OB E——
FRAERE 720, B 1 B S HEAL RS, AR 350 B[R]
PEEAGE , A 53 PRI 3E B B AR HIV /Y
FEALRE I, RN T R 2R B — Bt
2Rk B, 50 T BE S O AL 4 | B I R
(1) HIV B il TAE 2 A RO HIV i 25 bR A% 475
(R DCEER 2 T HITV EF A0, 5AE Z R AR E T
JCHA 25 5 B A Y 43 AR T R, (R 5
YA LA B EARLN B A TR AN 35
BT IR R oA A I BrRe A I F9E 2 3 3 14
URFs, HFEAYIARIET MSM ARE, o F24 41 B Bl
WE T2 ANBEEAT M B 2R, H Al JC B i 4
HIV S AXPUR SR s m, (I Syt
H—E M, FR R A RA WS HIV 2 FRATHR
SR PR IIT IO 8

2015 4EVLHAA i 25 i 2k A2 & 0, VL9 Th
A TFARIRATIRZS . IR [FIPEEA TR AT TR 24 1
o, Hﬂfﬂnjtﬁﬁj\ﬁéﬁﬂlﬁ?ﬁ&@%%m B 1k i
YRTER NTEAERE B2 AR ARy T30
RS, BEGIZ Aﬁ%ﬁﬁﬂmﬁij@ HIV B il ) 47 5
R BRI A S5 R T BB AE AR ey, 2248 3% 22 W I B
A F ?mﬁﬁﬁfﬂﬁzﬁoﬁﬁkﬂ?&ﬁ@ AT AR 25 1%



55 37 B4 2 )

- 260 - Mow & OB R ¥ 2017 4£2 H

T U0, ARSI 25 R P U B 1R T MZR & 10
Bk
(&% 3tk ]

(1]

[2]

(3]

(4]

(5]

(6]

SRARAS. [ K A 2% SR BUWR BE 25 W06 T T (M]3
R AEET AR TUAE R, 2012

XA, Bt X R EAR 2 UR TR TR
FARPE BRI B/ R S RE B 27 A 1 (HIV/AIDS)
K HIV FUR T 251 Meta 237 [J]. JURUR2A241 (B
2FRR),2015,47(3) :474-482

Wi BARS R 8 ZmE RN 20 12 4 HIV-
1 f 24 A 6 S L R A [T]. AR AT IR S AR
2014,35(8):909-912

Pham QD,Wilsona DP,Matthew G. et al. Global burden
of transmitted HIV drug resistance and HIV-exposure
categories:a systematic review and meta-analysis [J].
AIDS,2014,28:2751-2762

Descamps D,Chaix ML, Montes B, et al. Increasing preva-
lence of transmitted drug resistance mutations and non-B
subtype circulation in antiretroviral-naive chronically
HIV-infected patients from 2001 to 2006 /2007 in France
[J]. J Antimicrob Chemother,2010,65(12):2620-2627
Kleyn TJ,Liedtke MD,Harrison DL,et al. Incidence of
transmitted antiretroviral drug resistance in treatment-
naive HIV-1-infected persons in a large South Central U-
nited States clinic[J]. Ann Pharmacother,2014,48 (4):

(7]

(8]

(9]

[10]

[11]

(12]

[13]

[14]

470-475
TR A R el SRR 2T, % 2009-2011 4EHFITAR HIV
it 25 BRI [ ]. AR B B 2724k, 2012,46(6) -
519-523
IRIEEE | S0 M WVE 45, TLJRAE 1523 4F HIV-1 it
PE R SR AT IR PR AT ()], R R R 2
W CASRRIERR) ,2015,35(9) :1329-1332
Myatt M, Bennett DE. A novel sequential sampling tech-
nique for the surveillance of transmitted HIV drug resis-
tance by crosssectional survey for use in low resource
settings[J ]. Antivir Ther,2008, 13(Suppl 2):S37-548
FIEE, G B, AE. TS HIV i 25 2
)] B ER R AR (A SARHERR) ,2006,32(1) :
1-4
JAeAe, v W M SE. EERTH HIV-1 i 25 B 2k
PR [T]. BTG BE2#,2013,40(20) : 3860-3862
Guo H,Xu XQ,Hu HY ,et al. Low prevalence of the trans-
mitted HIV-1 drug resistance among newly diagnosed
HIV-1 individuals in Jiangsu Province,China during
2009-2011[J]. BMC Public Health,2015,15.12-124
T 7. P ESGER AT — 2B s (1], T ARRAT
2Rk, 2010,31(11):1205-1209
PAE 5SS I o7 I L R ES B B R S8 i
I HIV-1 G H TR 251 AL 1A (], Hh Al PRI
epiiZii 2011,4(4) :201-204

[WFsEH] 2016-03-23

S S G G 0 O S S G G S S G S G GO G OGS O S G M S S SO W G M G S S G PN G P SOV G Sy

(E#% 255 )

[2]

(3]

(4]

(5]

tics,2002[J]. CA Cancer J Clin,2005,55(2):74-108
Jin GF,Ma HX,Wu C,et al. Genetic variants at 6p21.1
and 7pl5.3 are associated with risk of multiple cancers
in Han Chinese [J]. Am J Hum Genet,2012,91 (5):
928-934

2= ST SR AE 4. 2003~2007 AR E E 0
SRS RET A BRI . s, 2012,21(11) :801-804
JAORGERE B F, S PECE AL SR LR
TR 2 meta 4387 [1]. o ERIE 22 & ,2011,21(2)
125-129

BEME FE B RIOT, E. mfEBAFL RN EE E6/
E7 mRNA K78 5 S0 i A 9 5[], hAREE:

(6]

(7]

(8]

Z4i5,2014,94(43) . 3432-3435
Freitas AC, Gurgel AP,Chagas BS, et al. Susceptibility to
cervical cancer; An overview[J]. Gynecol Oncol,2012,126
(2):304-311
Wang R,Zhu L,Zhang Y, et al. Genetic variants at 6p21.1
are associated with head and neck cancer in Chinese Han
population[J]. Cancer Biomarkers markers,2015,15(1);
27-32
Li Dk,Han J,Liu J B,et al. Genetic variants at 6p21.1
and 7p15.3 Identified by GWASs of multiple cancers and
ovarian cancer risk:a case-control study in Han Chinese
women[J]. APJCP,2014,15(1);123-127

(KFmE#] 2016-01-13



