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FAAHLAT 2pF 5 -2 (HV-D) BAZ 2R/ E > 7 &5 2R
BHZIE @ERA Bick > RFENFHRBEESF IR JrELE
B ek fo e KW IRE AR 4 B s A k- BB E S L ek
FREEREMBEIRNED > BRI RIAELAFLAT 2pF KD
B REFREABF ES PSRk S T e Tt AHFT A -
WG4 A RPATEFRZIREE A FLAT 24 R F 75
(transmitted HIV DR) > 1% 2> B & iopdg TFRE ABRHIF EFE Y vt
BAREFAHRHF R AT E BTS2 R HIV-L 2 i 748
o2 HIVARE A2 LAAFEA F LT 5 ARG 35 o perh
WA R LANET EFE AT BT RS T KRG bl s
A2 EFIHILCEFE T A @ HIV-L AFLA AT SR A
FREAFRT o dopt - ko TERIFH EET LB PP el o
o HIV-L 2 % %7 B 7 ik esie s HIV AR L AT R > 17 f2
HIV-1 $ 8 4 % e endp A s 3 % 2 5% T 2 400 595 o
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(HAART ) ip s 4 pe2 € Fopop & A 2 8 1R % 2 1) (Acquired HIV DR)
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AR HIV-L B A% 2 5% F1F 200 bl (7 6038 > F e FREEA T £ %
& 206 Pl LB 22 #(10.7%) 0 § EFENLF 5 E(24%) 0 5 £F
[2# 2014 & # 4e o @ 45 HAART 40508 % ez HIV-L 5 B 2 Fu e 4 7]
BAAHS 6 0 e hhWO5 i Ho 4 64 5(67.4%)8 4 B ph2 R
% -8k 27 2014 # (69.7%)4p 2 > fe #2013 i H 4c(56.6%) - § £ LT 43
% (52.3%) o £4FiTA £ E G 5 EFBER OB R FFEH O B)F  D AR
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Rrhweoge:

All Human Immunodeficiency Virus type-1 (HIV-1) infected patients are eligible
for anti-retroviral therapy covered by government budget in Taiwan. The
comprehensive medical care and the pharmacological treatment lengthened
effectively the life of these HIV(+) patients, but due to the nature of HIV and
selection pressure, viral drug-resistant from a long time pharmacological treatment
would be inevitable. The HIV-1 virus of drug-resistant might widespread
transmission of primary HIV-1 drug-resistant to others, and could reduce and
influence the efficiency of the anti-HIV therapy. The first part of this study will
focus on the survey of primary HIV-1 drug-resistance prevalence (transmitted HIV
DR). We will use methods of molecular epidemiology to survey the trend of HIV-1
drug-resistant and the distribution of HIV-1 subtype among different risk group. The
National database will also show us the parameters for evaluation the HIV DR
surveillance program in Taiwan. The second part will focus on acquired HIV DR, the
patients who treat failure with highly active anti-retroviral therapy (HAART).

The distribution of the subtype among patients of naive HIV-1 infection was 206
in 2015. Among the 206 cases, 22 (10.7%) are drug-resistance, 5(2.4%) are
multidrug-resistance. The number of patients who treat failure with highly active
anti-retroviral therapy (HAART) was 95 cases in 2015. Both of the transmitted HIV
DR and acquired HIV DR are similar to 2014, but all higher than 2013.

In conclusion, the trend of drug resistance of HIV-1 should be monitored continually
and obtain more complete blueprint of epidemiology of HIV-1 drug-resistant. In
conjunction with other prevention measures, hopefully we can bring the HIV

epidemic in Taiwan under control.

Keywords: HIV-1 ; Genotyping ; Drug-resistant
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HIV a8 F 3t F &opm & 1 (retroviridae) # e s + (lentivirus) 2. — - &
TARMET BRI EARS 5 1100m Sk Alpd 0 £ pERY M 2 and
Sk BPR R G R RMAAW#iﬁ#wﬂ%wﬁtmﬁ\’mwﬁﬁﬁm
(reverse transcriptase ) - 4% » i % (integrase) - 3-v fi¥(viral protease) 2 — i 33 & &~
v o HIV 2 RNA f_‘-r\'.s-]]i 9.2kb - %75 9 B AF - #¢ gag~pol~env 3 JH
2439 B @ gag A FIATEGES kended FF p24-pl7-p2-p7-pl 2 p6t;
pol Z FIfF N kening $+ 5 F f&pF ~ Fod TEFrL 2 o0 fE % S env A FlehA
FRILpS £ PR 0 ¢ 45 gpl20 2 gpdl G e CDA 7 it E B
(recepter) s & 2 jiu > JH% &~ A w7 F (Bl ) o 406 BRI A TR
A UARE RS 2 pE S RF M o B rev 2 tat S p A AF AR ATR
4 ded B o@ onef ~vprsvpu 2 vif 30 ES G0 BT (accessory protein )
Y- ERE N

@fd A s % - AIHIV-L 2 5 =2 3] HIV-2» & Bk p 3o 2 {302 20 6
FWodF ek FEF L LRES 0 HIV-2 fojgd ihd A4 £ x4 (simian
immunodeficiency virus, SIV)#ip 2 » @ HIV-1 4c 2 7 2 g ‘;&#Péﬁfﬁqi A AP
rzox /i & F 4 FE M(Major group) 2 & “t# O (outlier) - 24 3 M 1245 env
%ﬂwzﬂxﬁﬁiﬁﬁmA;K%ﬁﬁ =R JORS %%”‘“$%”ﬁ0%
AA LA o dos X I FTA(3) > & & 5 N(New group) » ¥ - =& 2bed 2 14
(Cameroon)irr% 1995 # 5 7 F]H § pifk it 7 F F A S REAR S 0 H e
EITFERA B EFRSATYHS 02 ¥ M, 0N HF LA L 50%
HIV f3lenas #53 %5 B > blde - A 22 F % B LA 50 ¢ WA 12

CEHA:sanmt s M BLIE ELIG 5 - IRFIHLH I
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HIV-1 A Flenf Al 2t 4 £ & > 7 o HIV-L 23 g i 4F il 2
BafenFo > BT - BRAGLLE R S h LS B AT A

B T AP R G R R T e @ HIVEL A S i s 8

P SF R

7 N MR g LR PR a 2 HIV-L 2 B LA A g

AR HREFRLRT ARG TR 38

*& @4 -9 Fpe(Viral protease)

G

pA o FEF 2L S 297bpo d 99 B RAApL 47k A S 48 (monomer) A
% 11KD » 4 3-v Fpe_Gag-Pol B & 3-v ¢ ABrc k{5 A iFrRhk g
e g s T A A2 B T4 4 (homodimer), d &

3

]
i

Asp26-Thr26-Gly27 25 & /2 14 ¥ & » E U EBLR $eh™ N d- Asp 3 B & 8 v s fe
PlE & F s F g 2 o o - At e & Aspartic Alehd-d RS 0 2 iR
conserved active-site motifs i & loop $.i7 ® «w g = 8o pupE 2 Bopd il 63k
AV EL > FRZGI IR FD FEr o PlRZRF EEFD RE R0
(polyprotein) + +» = » T & &y A 4 & #E4rfiF p66/p66 I T AF RS EE MR SRR
98 45717 (DB6/p66, RT)*» |+ &3 » £ 4 &
28 Gag p55 F-v B BN S B A v (capsid)ehd e F-v ( p24 ,pl7,
p7.p6) °

¥ ## i «n B 4F 48 (heterodimer) > » &

*§ #op 3 F & ( Viral Reverse Transcriptase; RT ):

B gpE e Rop A A WA - BER & o Mypa B RNA £ #4
= H % DNA £ f1* DNA E & =)= % DNA > ot %% DNA i q‘,i
A MY REFZCEFE T o F PSR %fr%‘;?%%(heterodlmer)_ 7
i = 8 i~ %8 (subunits) p66(66KDa) - p51(51KDa)+;érk » p51 H_d p66 i H-v
Fpetr 22 > 255 4pf o Nterminal "<z & & 71 > p66 5 C terminal 5

2R >2 RNase H ;=4 %10,
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ReAd R kAT A o BT B S
&mﬁ%*%ﬁ# ) {%ﬁd Frl AL R 2um A chpol AT g3 R A4 Y
M R RS L E Ak e 4 R T
AGZ AN ¥ - 4Fa & Rrdlp 4 hd e0pEiE 2 (Protease inhibitor, Pl) e % = a7
A EE 0P AT A e 5 kel B g9% ahiE 12 (nucleoside reverse
transcriptase inhibitors, NRTIS) o % = #f 84 204 02 42 3 e i 2 4 c07) 5% &

F i &5 % st (non-nucleoside reverse transcriptase inhibitors, NNRTIs)- 17 # % »

SRR *ﬁ&ﬁ%ﬁ”@?ﬁ—%i%ﬂﬂiﬁéﬁ%%ﬂﬁiﬁ@%ﬁﬁz
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AReNE 2 o g RARBELFL R o

A R A TR

7] 2016 # 10 7 > ZypiE2AGTIINA B E AR PR ER A TEET > o BE
A A A 295+ % - 3] (Human immunodeficiency virus type I, HIV-1)14
¢ it 7] 34,060 « > AIDS % 5 4 #c i 15,355 4 > FlA &5 ed fich 5,438 £ o
@ 2015 AR A HIV-1 Bk? - 18 prg 75 5 FHEFIEEZ(MSM)F 1,938 +
(85.3%) ~ B ILE M7 5 261 4 (11.2%) > 12 % i3 4+ 82 4 (3.53%) - ¥ F #F
s LN ET - BEARBE ALY B AL BT ARBRE F 52 ¥
BHE& T €L BAPE BF LD ARy
FERAGRENCRE A FHPN s 75 A2 FREFRREAT] ot § 33
B AF A KT HAART jof ek " 10 B o 5 ik 68 APRE O 0 phR 4 &
1 vﬁwﬁ%ﬁt%%% 1L ﬁ*f/ﬁw‘“’ LRI AR A T T R
PREBRBEFMNEFREREE B HFF AR AT LR AL -
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A3 F 5 transmitted HIVDR 2% B % 5 & %53 > 371 3F HIV B 4_&, A

FIL A 4, 0 L RE R A G FFE T R s B ‘x%ﬁf}@‘ﬁ F 2

MSM % 7 e 5 ' F]+ %3 1200 2P 30 (7 & £ R E 2 HIV A 714w LS
givo A3 LF AR A A TN - g A HIV 2 g 53 st a4
I MSM ~ 2 | 5 &3 32 0% 25 e MeH BB LR AER > 4w (T 2016 #

10 * &, TCDC izt F )2 59.96% > 17.31% > 21.08% - ikJpLwn 2 A 7 34 & &
TR R eEFEFTRE LR HIVAFRL A5 “T4% 0 & 5% MSM 4
% ER 4B LA #%4 Fakka &L HIV-ICRFO7_BC» @ B &5 & Rl
HIV-1CRFO1_AE » Flpt 302 B LA AT € Fl5 pra {7 5 2 e Lot F
AXEBRE o brd A ad FEMIE CEFEZ T AR A HIV-LARNL A A
PR peEELL GREARL Aot - R [ FRRE ERTEHEEE Y P
et o g HIV-L 2 40 s @& G2 P g R E e HIV ARLAE

il |
= A R

WA T R

2015 & R d A EAIFRA FHRE BT D h 2 € End LFRATCE
FIHIV-I B et = 209 & > e fb 2 B 52 F 5 2016 & 4 '3 % AT 4R 2 A B
BER ARSI I E  RpGFTELALRAG AT RGE R 1
B AFIRAFTHRZ T G A > ¥ R RBTRREBE % 28 Bu - prg 55
A% ) o

HIV & 8 # 7]
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o F -1 R £ ¥ fujirebio 2 P i 2 serodiaHIV1/2 £ = » 2 Rig
= f1* % 1 4 (Gelatin Particle) i 3" #8 (Carriers) » £ 4 %) wlf(Coatmg) B % -
EE-AAENEERA R T RY 3 - F8 AR AN AR

KRR AR EI R T E N T AL FA L
ik F

F 24k o 2 ;zﬁa?arf :

7

EE R P L

AT IARE AR E P FAR Y P SRR FEA RSN DA
ORI RS DEgA 2R (A)2mL s ¥ - AFR AR S (C-1)E - T
FRAR 3 (C)R &4 > 1.5mL & 224 Rl BRIEP AR PP » 8
Fr kS EN TR =108 FRFIRERARLTRY o

#-06 LB Rl T P R TR E e~ FEB 2 B

FoE D E - I~k A RRB) L F 2343 F eIt 25ul o Bt
PR e A/ (PCL)& % = A|(PC2)2 ¥R ' g A Wl 2> % - 3 » & iF
iR (B)75ul > @ % = I % ~ 3t plEE ~ 2500

FoE D RS g A BB 25Ul e e » F -3 0 X ARG TR
R ET VT IR 25uL B2 F I RRIR S A 25l B 2 B =3
PRIt 5wt 250l R EBRg Z AT R RAFAZ KRS F
ER oo BEEBE BB B L G E 2500 A B4~ % - A|(PCL)Z § -
A(PCYz & -3 RS- BAYHFHIF A~V BE T H 250 -
BRI IS 2 3 » 250 ASTR 3 (D) 0§ P L
P 200 4e 25U & - AlATR Y3 (CL)AY % = 34 > 4 25ul % = AR
B3 (C)* s et c BEHEE D §- J(PCLFH =TT 5 3L E 4
25uL (C1) » % = 3| (PC2):h

e

% 23V 3 F A TU A 4 (CFTR T 25l o
B0 MBI REIRFPREIDI L W FP IR P B3P R kA
Fo#EENFIRGERFZ T 3R THE - P Ry 2
BHFMEFRRAEE SRR IrAap it R F T MAER P ZEFTT I
10 4 2 -
Beo A fRAR R ATR (o F 350ul 0 de - X R HLSF P o
£ #-50ul s iR ~FLo F P o R F tube mixer fe AR E > BFET

g 2044 (BEPRTRF1~25)-
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9. #p oK (2,000 rpM/5 A 48/F R ) R 2 A H 0 BE 1 iR S0uL
EAUZES 250

10. £ 4§ 4-5 % 3 -

*E o EBEE-A R A MP 2P ®i$2 HIVBLOT 22 2> H R 5 4
R ARIL B RS R %‘f?ﬁz A SRR R R o T
AR 2 G FHEIN P RREEAL G RGO RS2 G A
e Y M R R e 2 ;;&55}7;41?1 :
Lovihed @R &P g A ERAEL RBE R B BB E
KR HAITE A& “ﬁ?%ﬁ%ﬁﬁt PE A4 s (B AR 2R
w2 TR

2. NF BT B PP R RE B B ERE

3.*%Wﬁﬁﬁ»ZmL%%ﬁ@ﬁﬁ%f%%zgﬁ’ﬁﬁﬁ@igﬁﬁ°

4. Bz & F B M 2 R4t 4 » 2 mL Blotting buffer -

5. & ulter 20 b Fie R~ IS BEEHBRSAPHEZF BT 03 E
BT A FHEAEY LB

6. ™ R BERGELF N 2 R4l o

7. R~ 2mL ks o A b A 4misvis 0 TAF M IR dﬁ%}_ °

8. A »2mLeng &R S F S RFEY HHIEY - 'J"Hg‘ °

9. FaAr2mLzZ 2 d & HHivr IS sk 2z B4 o

%
10. 72 f B B go F Ot P R AT U S ARG RS S R F o
1L 0 f B B s et p et 0 &3 3 G R ML T &7 Rt
12, 4o & Iz 10%:E 6 R & 18 g kik ik o
13 {1 E ¢ FORZIHEFRL o F Rls 23RS E DB X I (S ARRE -

:}?55:- RNA g% B~

% % QIAGEN = # 51 QIAmp Viral RNAKit i& {7 RNA e it o B~ 5 i3 140ul
4e ~ 560 uL Buffer AVL >+ 38 F iv% 10 ~ 48 > £ 4c » 560 uL @ ;f/f"ﬁ%/&' &=
2 (vortexing) > + i £ i £ i€ & QIAmp spin column > column 2 Buffer AW %

% =4 ig o % AVE buffer (RNase Free)#- RNA 72 1 o Wl # 4 RNA T * 3t 5
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a2 B & fr % 4448 5 (RT-PCR) -

HIV-1 £ 3] 4 4

9 HIV-1 C2V3(env) & FIKk 3+ 513 #* 3t & 4]~ 45 > #-2 Qiagen ViralAmp
AR B m}?w RNA 12 RT-PCR ¥ Nest-PCR 77 j & 3 bgal 3 Merd s g

LR A

1. F @47 & =i 4% & & (Reverse Transcription Polymerase Chain Reaction) : i
* TaKaRa 2 # ¢ PrimeScript One Step RT-PCR Kit i& {7 RNA ¥ # 4% & fs
WA E X@OB’\J]%% RNA 1uL 4 » 2x one step Buffer 25 pL~PrimeScript one step
Enzyme Mix 2 pL ~ 10uM forward primer-44F f= reverse primer-35R & 1 uL
A& ¢ 5 T4~ RNase Free dH,O % 50 pL » 2 PCR machine :& 7 55°C 30
Lds o L O4C2 44818 0 1 94°C3045 ~50 2 55°C 304 ~72°C 1 4+ » i&f7
45 % F s 0 Bfs e 72°C 1 1 & 4g o

2. ¥ E LpFd4 5 & o Nest-PCR: 2 * iNtRON 2 # Maxime PCR PreMix Kit
#-% - =% PCR e 4~ B~ 2uL § #4= (template)+c » forward primer-33F v
reverse primer-48R (10 pmol/ul) & 1uL % ddH,O 16uL = Maxime PCR PreMix
tubes # > 12 PCR machine i& {7 94°C 3 » &4 f#{s > 12 94°C 30 45 ~50 & 55°C
0 ~72°C1 #4527 35=F i Btd w72°CiE* 7 445 o

3. ATFEAEFCAAH L Nest-PCR tha $ L 10X %3 444 ETBR
A3 (s3pHp ¥ B P X 526bp e FF £ 12 ABI 3730 5 R 1T A AT o
£ 12 Viral Genotyping Tool (National Center For Biotechnology Information,

USA) (http://www.ncbi.nlm.nih.gov/projects/genotyping/formpage.cgi) i& = & 7|

AT A-Eo P HIV-L 2 311 B g 5 s 7 F 7 peai S 5 100% 5 Bk B 5
99.5%" -
ViroSeq #L# 12 & F1 & 51 4 45

i * # & FDA~CE % # % IVD (In vitro Diagnostics) . = ViroSeq™" HIV-1

A

Genotyping System (Celera Diagnostic, Abbott Laboratories, US)*® #7& % ¢ EEN gl
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http://www.ncbi.nlm.nih.gov/projects/genotyping/formpage.cgi

fEmAR R A HIV-L A FIRE ¢ pol AT A F| k% o ot ViroSeq'™ HIV-1
Genotyping System = i ;p| $] HIV-1 pol & #]® F #& &xf~ (reverse transcriptase) 2 %
Fv 5 % 3 (protease) s FIR ok - & A BN A TR KRR

MG - AR R ks M B #¢ a4 RNA S GE( 5 8R4
SBEF ) 2 A TR e EAT O HIV-L BB 3% s A Flen% 13 % 99
BRABF B A2 - BFESFATDS 135 335 B RBI hg ARA 5T
Bept e B HXB-2 i B YR8 F v 8> ngad m ety OREA
] o g is > ViroSeq™ HHE 1T HB IS pr o AN AFIREME A
B A S SHRA o ITIARR D RBREM T K TP 5 A SR8 RNA
E B F BT R LA F R R AP F RO R F RAY BT
TR ERE B~ TA P E R oA T -

1. +# % RNA ¢35 B~

#-0.5mL i -t MR A2 F <@ 4w (22,000 X g for 60 min.)imw ik s+ A 2

=

£ i n Ak A 3k ? 4o~ 600 UL Lysis ko LRI B LR 3

FESEFET 10 A4 Eik4er 600 UL BAE o NERT BRI E go
(15,000 x g for 15min. ) > 2 ﬁj Fieo Eor ImL ken70% e o LRI R
R 3 1 #ew (15,000 x g for Smin.) o & % b o ok 8 4 ~ 50 UL RNA
BRrwa o H5F3-80°C 4 % -

2. FEBRTR LY F R

FrlfRHY A ARG 2 RNAS FAE 5 @gEwier > P i
g% CDNA 5 > £ 5d R & i 4f F l(PCR)H 7~ ¢ § pol A Fleng 38 o B
I0UL Z 2~ RN A g R 7 254 O RNAC XL B8 R B9 & %+ (Moloney
murine leukemia virus) sk & &xfis > & {7 & 4% & Ji(65°C for 30 seconds, 42°C
for 65 min., 99°C for5min. )> =+ {5 #7# 2. cDNAV B F2 7R &40 F & -
RT3 3-20°C 4 R o
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3. R iprsakr

#ry FoE s v o7 172 ¢cDNA 12 AmpliTag Gold DNA polymerase
(Applied Biosystems, Foster City, Calif.):& (= & & "= @ 4) = & (50°C for 10 min.,
93°C for 12 min., 93°C for 20 seconds, 64°C for 45 seconds, 66°C for 3 min., 72°C
for 10 min.)> 73k 3+ sl + ¥ tgie ¥ 2 2 — 1.8 kb = -] e-mamplicon- ¢+ amplicon

T H kit RE SR o R A PCRF ik ¥ A ¥-20°C 4k %
4. RepRgr BAySi

PULBERPRAAF o REFAYF B2 AF G LG 7 g

RBEARTLGF RRFE T En B2 FALRFRAA TR Y
# 4?4 300 L 200mM KCI j’i%#zefg“ fte » 50 L 7 PCR F & A2 4~ - &t (800
x g for 15min.) > & 4 » 300 pL 7= =% -k > &< (800 x g for 15min.) > £ 4c » 35 uL
h k2t gk 3y e R TR des F R RT A 2 ande F 1 3 (800
x g for5min.) » B~ 5uL s DNA jg 1% » 2 1.0% 5% > ST Arind DNA

BREZER - HAEDNA RN R EF3-200C4 41 > Fp s DNA /91t o

5. EAFEEF BicE A p b R

¥ s T/ F 11 BigDye terminator (Applied Biosystems, US):& & = = » d 7
B2 sl o Ble i L5 R F QS cycles, 96°C for 10 seconds, 5°C for 5
seconds, and 60°C for 4 min.)> # ¥ 12 ABI Prism ABI3130 (Applied Biosystems, US)
PR B At R E S TS p B R o

6. #HWAHT

ATEE T ER T %‘ﬁ;ﬁﬁ%] »~ Celera Diagnostics ViroSeq HIV-1 Genotyping
System software version 2.6 2. # > 22 HXB-2"C iz ¥ g7t > ¢ 51 K B
0 FEAFN 1IN 9 BRABI B A2 - BEEEFATSE 13 ¥ 335
B RIS g AR & MJTE&L{HIV-l A T4 ¢ % 2253 1 % 2549 i 4% f& (pol)
2% 2550 % % 3554 ByrpL(rt) R 2 M EmE A AP R AT
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ViroSeq #ia £ 11* E B JIFE fi STHAFIRF L E pd B A 4 dF
E S
o
FLE M A $rin-house gl 4

RIEHIV-1 pol & Flzk 25513 M 3 L %) & 5] A 45 > 312 Qiagen ViralAmpz& #|
% Poda chys 4 RNAIRT-PCRE Nest-PCRe= 2 ks sl 3+ #rig & 2 S22 B

BR*ARATRIFIEERIAH o

1. F #4&%F & v 4 F & (Reverse Transcription Polymerase Chain Reaction) @ i
* TaKaRa = # -7 PrimeScript One Step RT-PCR Kit i& {7 RNA * # &% & fi=
BEF R o Bx:flia% RNA 10uL +4r » 2x one step Buffer 25uL ~ PrimeScript one
step Enzyme Mix 2 uL~10uM forward primer(5’- GCTGTTGGAAATGTGGAA-
3’)fereverse primer(5’- TGGCTTGCCAATAGTCTGT-3") & 1 uLew2 &4 7
I 4e ~ RNase Free dH,O % 50 pL > »2 PCR machine i& {7 55°C 30 4 45 > £
94°C 2 ~ 415 » M 94°C 304 ~55°C304 ~72°C 1 4 » &7 45 F J& > &
fs 2 72°C 1% 1 A 4d o

2. £ E LpFd4F & o Nest-PCR: 2 * iNtRON 2 # Maxime PCR PreMix Kit
#-% - = PCR & $# B~ 2uL ¥ #i4x (template)4c ~ forward primer-NF (5°-
GTGGAAAGGAAGGACACCA-3’)  4r reverse primer-NR (5°-
TGTTTTACATCATTAGTGT-3") (10 pmol/ul) & 1uL * ddH,O 16pL & Maxime
PCR PreMix tubes ® - 12 PCR machine :& {7 94°C 3 4 454 f#{s > 12 94°C 30
F5~55°C30 4 ~72°C1 Adh» 735 F s> Bts e 72°C iE% 7 A4k o

3. AFIZ A ¢ # Nest-PCR g $ L LW 34471 ETBR % ¢ (5358 &
P %) 526bp e F1 R B0 £ 02 ABI3730 A RITE A AT B4 2 JI?%?/HL
2B+ 313 189, 3 v MolecuLar Evolutionary Genetics Analysis (MEGA)
version 6.0 #ic %8 i& {7 X 7] & 71 assemble o

4. FLB M o4 L 2 X DR T ﬁg?] »~ % Stanford University HIV DRUG
RESISTANCE DATABASE (https://hivdb.stanford.edu/hivdb/by-sequences/) 2.
Viral Genotyping Tool (National Center For Biotechnology Information, USA)

(http://www.ncbi.nlm.nih.gov/projects/genotyping/formpage.cgi) & = & 7| & #7
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Ao 0 HIVEL 241 B 4 5 Peg 30 2 7 ore g L 100%A ERE AR P G
99.5%?2 -

5, T/ * 3515

Primers name | sequence HXB2 Position
3338R 5’-TTTTCCCACTAACTTCTGTATAGTCATTG-3" | 3311-3338
2493F 5’- CCTGTCAACATAATTGGAAG-3’ 2493-2512
3117R 5’- CCCTATTTCTAAGTCAGATCC-3’ 3117-3137
DR2-S1 5’- CAGAGCCAACAGCCCCACCA-3’ 2147-2166
DR2-S3 5’- CCTAGTATAAACAATGAGACAC-3’ 2946-2967
DR2-S4 5’- GCTGGGTGTGGTATTCC-3’ 2842-2826
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F- 22015 % HRIE ARATE hop R IR MR A A

N3 2015
2EHBRME 2326
W, b2 FHMBRMBED 5 (%) 206 (8.9%)
8
Tl AREE 31.4£ 9.9
|
B 199 (96.6%)
L 7 (3.4%)
bR 128 (62.1%)
P 2 40 (19.4%)
i 3 34 (16.5%)
£ 4 (1.9%)
B BRMETA 174 (84.5%)
B MR AT A 20 (9.7%)
eI ¥ 6 (2.9%)
3 6 (2.9%)
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= ~ 2015 # A7 47 HIV-1 & % & (Naive) 3 it 6

Resistance RZ:is:ti;:‘ze Total Resistance
2t TES n % n % n %
Total: 206

MDR mutation 2 1.0 3 1.5 5 24
any mutation 11 5.3 11 53 22 10.7
any NRTI mutation 2 1.0 8 3.9 10 4.9
any NNRTI mutation 10 49 5 2.4 15 7.3
any Pl mutation 1 0.5 0.5 2 1.0

%2 ~ 2015 & HIV-1 @& —’!«—*Ff ok % px(Treatment failure)3=#® | suit

Resistance Rlzzissstiabllze Total Resistance
HEMSE n % n % n %
Total: 141
Virus not detected:46  (32.6%)
MDR mutation 42 44.2 1 1.1 43 45.3
any mutation 62 65.3 2 2.1 64 67.4
any NRTI mutation 54 56.8 1 1.1 55 57.9
any NNRTI mutation 44 46.3 2 2.1 46 484
any Pl mutation 6 6.3 2 2.1 8 8.4
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