TERBEEZERE R AL EENBERAREETE
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PXHE
B4e % HIV, HBV, HCV, & B4, it

EEABEBRAERFES A (HV-D) REZABRRE > §TH
LRGN Z R BSREEMIER T BRI EYEHRTA
Mt RBERBNZF P ERAMETRIEL R ERO B I B
SR EM R ERGELE HFELERRAENEMABRLBRRERFH®RY
1Bi% > R TRRFEDNGEBRERRITH 40 - Rk KBEARITE

B EARSHBANALFRBARBERABEERR DR EH/HZ
BATR B B ATE A % — 8 S e LR B8k % 5 %4 (HAART) 5%
ABZERnRBEEAENBREREZER AR ETHRETERA
BRERRETAUNERBELZRARERE U5 FRITREN X &
B HIV-1 AR A s SR A R RATEY > AT A HIV-L st
ERBER ~ WERERE FZHMEER > ARERERINDTH
HIV-1 it e 282 REaRE REBRBEEARRSEHEM IR

PRI R B2 SR -

£ HIV AR 5A 54 @ ARGEA(20100F & #7182 A B 45 HIV-1
B 2 A B T X Lo fe] 34T 673 0 41¥F HIV-1 Pol X B & 474 Bk &
A G 0 R TR 214 HARE] 0 R F & 80% (214/1270) &R 4
3t A 18514(86.4%)4 B A A X 2T RERA » A A 134(6.1%)
# CRFO1_AE %A -~ 15 #£(7.0%)% CRFO7 BCZ A & D A — 4k
(0.5%)%& —] - kR Fi&—F &5 > £ CRFO7_BCE A ¢ LA#F 0k 2
TeH AERER AT 9833% HR—AHEMMITAE 16T 6.7%:>
f£ B A F LA MEMAT B F A4S 2 te ) iR 5 (85.4%) 0 H R E B MMAT
(14.6%)[% =] -

e



43t 2010 F#i@k2 HIV-1 a2 i v AT R B Rl sty
WMT 214 kRE  BAUBEMZ T ERGEERE 214 UBEEBITE
% 9.8% (21/214) 17T 448 b & R $840(9.2%)> H ¥ Pls & 0.9%(24#) -
NRTIs % 4.2%(94) - NNRTIs 2 6.1%(13#) > 2007 £ 2010 4z 4 &
MENTEERANMERBEEFTE RN T RED BB I[X
] o Mmét¥ HAART #4piek Rz HIV-1 % B2 &M AR 53] o
#iZr@m o B 2009F+— A 2 2010F+ A £ Emag 404 - K+ x 27
#(67.5%)8F — B Ex iz RemEs > £ Pl RTISE %
PR G2 L #(52.5%) ™ Pls a5 Al R A 4 #4(10.0%)x 1%
sboh 17.5%2 18 £ £ K464 A % =4 HAART #4576 5% 0% 0 12 B 414
PE o AR RGBT 6 HIV-1 S8 M 4838 E g 5 R & 8 o

WFEHIEE B 2004 FEBEBERE HIV-1 X &5 EK%E
oo ERRATABERRELZRRNALA LA EOHBRZ AR
T8> BRI RBA R E S 3 b 47 HIVIHBVIHCV &% $4%
oA TRAGHEZ SMER b L& #47 HIVIHBV/HCV 2 %
SR EBBORREF TR WHERRERASHEN - RitE
HEREHAREFERET - BT HEAAETRRELTER WEABT
2010 Fi@#h 2 HIV-1 R E#RAGHEZ AR L 3914 > BEF ZEH
BB ARRE T~ BEANE M@ 3R G F I > B 2 HBV ~ HCV =
f %% > HBsAg M5t % 12.59(49/391)% anti-HCV 54 % 13.6%
(53/391)> 44 B 2 HBSAQ & anti-HCV # 514 % % 4.006(16/391) ; 4k
B F & A 39 &4 BE (R4 385%)m Rl HBsAg Bt # 10
4 (25.8%6) A anti-HCV B4 35 % (89.76) » A4 & HBsSAg &
anti-HCV #5154 9 4(23%): 234 4 B M HAT &5 P ol d

#



HBSAgS A 29 4 (12.3%) & anti-HCV g4 11 4 (4.7%) > &4
B HBSAg & anti-HCV #1544 %% 5 #(2.19%) ; 77 4 B M E M7 4
& ¥ #a i HBsSAg A 8 4 (10.3%) & anti-HCV 54 6 4 (7.8
96) » AFR % HBSAg & anti-HCV # F51Ek % 2 4(2.5%) ; 4@
AT A # AL A1 & ARA HBSAQMG A 2 % (4.8%) A& anti-HCV gt 2 4
(4.8%) (kt) dsbiF 4o 15 B F LAFF Ik 22018 4 R ) M AT B S5 R 4 AT
RmEHEEFREES BRHIV B35 600 R HCV B I m 2 B K-

L EER HIVH) Ea 0988 ¥ > FRAHEF IR viral RNA 1% > X
RT-PCR 4t# HCV core region& /7 & B 22 A 4547 » & PCRE B o &
ME3H A AREANAE ARG AR 324 iz E2 &K 2455
90) ~ E 4T H 8 B 23 1F(63.800) A Bl AR T 44(19.4%) s $ EA A&

47 B viral DNA 1% 4845 pre-S12| S geneyy Bl € /-7 4T R R 2 A
ST & PCRE BRI w7 4 34 4% > mRzh £ % 7T0%(34/49) et A R
B A B A 291 ¥ a5 Bl & 18 14H(52.90) ~ A& H 4 4(11.8%)
HMEHE 24(05.9%) EHEEE RS H14T%) AR EAACH
Atk IR L4H(2.9%) ~ BH&F 2 14(5.9%) ~ 4 BEHRAE
1#4(2.9%); AREAADA LHARE T A LM EREBREE(RN) -
Ao HIV i B FRE B AR X & C AT XA &8 E % A1 AT X >
mEEE B AFERFREGSBITE > ARRESH AL HV £
HBV A& HCV ¢ &5 RANEBARBRERRBRELEAT RN
R o M H B A RAE TR EE%EEE HIV &4f HBV & HCV & $:% &
2 FERBRITRRARANSMZIALER  URBEHHEBIRLEZS
%‘ o



HEAE

— s R[N
*FRARELEBRESA

HIV £ 548 B 7 R 5%k % #H( retroviridaelr &4 4 1% s& 4 (lentivirus)
z— £ETHEMETEREI T RAKFAH 110nm g3k A% % > BAH M

EAINEEGRFERL > ENRSAER RNA LARB R R ER LG E
LB > 54w R #24%k B (reverse transcriptase iz A\ B & (integrase)y %&
& &g (viral proteasek — 43 & & cHIV 2 RNA &Kk 44 9.2kb> £/ 9
B3R - £+ gag-pol~ env AmEamEk a0 ™ gagik B ATiEd
Fe9% G YA p24~ pl7- p2~ p7-~pl & p6 [1]; pol 3 H 3% sk ayuy &
WA RS- RO EBUARBAE L S enVERYEMA AR FOIE
BEEE G 6,4 gpl20& gpdl A e CD4 kB xk ey 3% % (recepteris 42
R RFEANE 2 E (B —) o L4k 6 IR SR AR A % 64
HAEREN BB FARAN - L rev & tat #3F hm HFA Lk F oy
W& G 'd s nef ~vprrvpu & vif $82E 8 #8h&k &4 (accessory protein )
FoRERENAM -

RimEDTAS A HIV-1 B H A HIV-2 » 5 5] R 8 79k R3F A
FEMEI > HELAMFERELZEEEKR  HIV-2 foit T 00 SR Z % F
(simian immunodeficiency virus , SINEyAaL > f HIV-1 Fo B 4242 & %, 7% 4~
faim w8 A2 X o md KB 2 M(Major group)® B 42 O
(outlier)e EZF M RIFE envE R £ E X5 A HEEAE A £ K[2] » H4k
£ B4 20% L[, 3] BshAE Otk Al o ho 4 U T #77(B)
4 % N(New group) & —4 & JE % £ % (Cameroondy 4 19954 5 A
Br BOEAMERR TR A RBREA RS ERBEICRERFBREER



M AR E[4] - b= KRB M, O N H £ &% 50% L - HIV 27184
HRWEAR > Flav  LERBEBRMMEUAB SALE L > PRAMEULC E
AAHASMUAREZEFRTBRUAB AR EZAAS - RIFAZTKEISEE -
R A B ATH R B 6945 BE » T BLERME B ROVEAT & 6945 X A 2B Bl 44[5] -

*FHRRERY

HIV-1 AR ey m AL T I F EF > T 4038 HIV-1 23R 69 8L 5k
MUABARFO B L7 —EHERA SRS ~ A3y > B3] 54T
ey A R ST RE B AF M 7742 > 124k sk b R A R X BE R > M HIV-1 2 A
PR BB BB T XAH N RGO LAEENEE - A
HIV-1 AR R AEAB T EANBRRGBUARHNENRETRRA
FE[3, 6]

*® %A% HF%& 6 K8 Vira protease)

THmEEOE YRS 297bp b 99 fE M KB AT ) B R
(monomeryy;+ & A # 11KD » % %& & ' 84¢ gag-pol &% & T 4% i
R HEBRARTUAFELBRHES I UNHBO T AW ARF L AR
(homodimer), &5 /& 48 Asp26-Thr26-Gly27t R iE L o > A BE R &y
A Aspit B R U ABRR e B R B M K AT —ROF R84
Aspartich! 9% & 'H & > H # conserved active-site motifg 4= loop 3t i1
s (7, 8] B R AR F W AEIERER B RIEW RARAGE
B g8 Al &Ik RIEES A RS & G (polyprotein)E 1T - BPAEAE £ A&
R %4 5% 85 p66/p66 [F) ' 45 42 ( homodimer) 4 & 7% 45 & & 3 89 R 4% &5
(p66/p66, RTYnE| M s 3t BB A i % e ey £ 4 2182 ( heterodimer) «, &
4 gag pSSE & H L vn |t AR R & R & & (Capsidpy & 4 i & &



(p24 ,pl7, p7,p69

* &3k R #4888 ( Viral Reverse Transcriptase; RT):

RESBETRREATBRTHE—MBELAE KRH5=FKRNA
R ¥ 5% % £ % DNA B#]F DNA B 4857 A 4 Bk DNA > sb# it DNA #E
MABELER PETXIAEFREHEMER - REHKBAZLTAN
(heterodimeryy w18l =k B {3 #% (subunits) p66(66KDa)p51(51KDaj}# sz, » p51
A B po6&k G EatnE] & 4 0 H B 48 F 4y N terminal iz 35 & - 5 - p66
&9 C terminal 89 2f 4y B Rnase H/&EM[9, 10] -

RBHRBEEBRE
BEHRHNIABRLRAERFR LN ELCHRRG R FE
TR RRAGZG > BTE-FERAT S IBEN LR AL -
BAT > @K% B aymEHIE > L dipH AR L% R 2/ %6 pol AR
LR FFEIBRAMOREET  REDIRFERHBR - KE
¥R E R ARSI T AZRBE - F—BEEAWH KR EEGHBY
7& P (Protease inhibitor,PP % —#8 % A% HEEAT A e 7 KX > R3]
R #8455 B 04 7& M (nucleoside reverse transcriptase inhibitors, NRTI§) = %3
R A IR T B AT A M T X 0 R H) R 285k B 649 7F 1 (non-nucleoside
reverse transcriptase inhibitors,NNRTiSY £k » g =& — ZE R IBE R %
PeiE B — R i S B £ AR A BOEI R R E e R R 3 S BER M E A W
FE R H AT BB R FI BB KRG HRAmA o BALRA Eipidizd o
THEARFRREAGFERBAFTREMEFTTFREFR 5 RET
EEEBNTERRENERER BEREMBEFHOEL > TR A
BN mEEHRRE 0 AERSOMBEMME CeEFEEHNGORFEE



WA H] > R P E R ERAREIGEAT RN ERE

n\-

}\m

i 3 2 &1 T g
WRIBEREH B st BHAE 994 10 A & 0 B AT & B 69 KB 48 % %%

RFEABTE20,004A # 99F 1 A2 11 A ¥ Auk > RE AR X
#omaEE A A 160LA > AR 2FEE 12 AR A E 1,700 AT 5 488
7 94 4 3399 A ~ 95 4 2931 A ~ 96 4 1964 A B 97 4 1779A > RIA #
FTHERAANARRTZH (B =) 2010F 2 R % %FKF EMA FI8
o BARFE A 0 o 20-295%46 T 46%; H =k A 30-393% A4 T 30%:
REAAENNFEREREZHERBRFHNRAREA—RIEE - 28T

AR R e ERBF AT R RS 0 AR B FAE & 54 0 Bl R MEAT A1k
78%; FMEMIMAT A1k 14%; 3 SMEFAK 2 & (injecting drug user IDU) 4k
8% X F 48 93~ 94 ] B #F AR 8 H R A KT » A HIkEEE oA
AMEMEEEF 0 46 TRRAWLS c (2RI AFT BB 9F 2 11 A#

#1601 8 MR EEE - P &EH A 326 A 0 16 22%,; fa & 94 F
66%~ 95 s 60.4%-~ 96 F 36% A T Fey% - REABUFHS 4B FH
R ERRABORZ(BZ) -

B 5% &I X &3t TR

RBERBERREE R ERBERENBET > LAEERFN
FFRBEEROIRBIBABER T A v A RmEEML B A
% > 2007-2009% % + ¥ A 0% 4 % 5 %] % 0.88- 0.97- 0.67- &
kot L25-39RMBEARS - RELBEBRHHZEHEETAZ &K
(NIIS)Z 4 B A X Bk 4t T~ 8 19845 > B



Y B AAT X &k @ 4L R (HBsAQ)G 1+ & & 13-17%F ¥ £ 10.3%; 2
W B AR X edi R (HBeAg) M £ - Ald 7%&E ¥ FTHEE 2.3%-
AR ERAFRABAEF X e EBRE A BN R
BAMRERZRKEAR=ZFE BAMNRXEZ B &K BRI XFTRLHF
BB ABERERE G X 0%RBHFEIK > 20 TRA 10%Z % R % &
GEBARTHRABRBEREAT R - FRCRTBEZSERR &
BEREFNALEELERBARETMNBE T AR BERE CHXER
B Bl BB SN FS NAB FE B T 2007-2009%F K+ ¥ A v 4 £ 5
%] % 0.66~ 0.56~ 0.57 £ & & 5 h > RN 20-34XBLEAHK % -
BT R ERZREOT KR EREATER A RET 2 HER MR
FHFRZEERABARABANEAELRTRACANX - BATE
BB REAL B AR FRENZTEA B UFERREGE
15—2Q0 9t > 3% B A X B RERSABRRBAITREHENERZR
12 B AT K o 5 R R 2 4% TR o AT AR AL Ao AT 4 B R 4 B R R AL R
R ZBAT A HERHEAREEMT » KO BERLTABEZ R
ReBAFE  RAEMEBBRE - N CHM X R ERE T A B2
PR RAD YR ABTRE 2 RYF LETTEAR CAMNX
mETEAE > LA HIV EFBFRFRAE KT R - RBERLT > 2830
EHRB»X_Ewg AR E C AR & C WFXREZLNA
60-80 g ¥ R IZMH CRAM X » MEMH CAMNXNFE 4+ T AT
AL IR B E B F QR 3-5% & T 0 C AT Xk H R K AEKE
FERBANEAERERFTER RAGHTRATREEORES
FH > BAT &R BIZE mATAY » KT ARBRERZALE A -

*HBV ~ HCV 2 HIV £ B & &

10



B4 2004 £ HE% IDU s HIV Bk &5 b ey &k KesE 121t
SR HE LA 4R~ R MBRZATA > FIFFRSE HBV & HCV - &if
X REB T2 HIV R E52 8% HBSAgHTR 24 58 16% 1 — A% JE
HIV & fe 2528 09 B BT £ AT S48 A4 0 THE 89 R Bl & 8k £ B £ HBV
REETZERANFVFERFIFREH T L A0 iR X R )M
AT AR EE HBV REiRfE > m24ey HBV (24 87 E
BRI G KPR A X HBSAQ BB R EHK S o B Iy
BT EHARERE CAM X ghoik C AN X A8 B 219 AT % 4o AT AR
LR BF R AT > 5B NP HIV R HCV o) B it HIV 42 R &
e £ 0 RbE A AIDS - RIBEAETRETH LT RET XML
4o BATNEE IDU %82 HIV-1) B R 5 2 &k % 7 HIV-1 CRF07_BC

—ARTARGEANAEEHHEZEFBEE MBCHEARZTLEHA
— ARG RAE AR T A — MR BICAH X EHER  RIMIETREZIANE
RETCH I @ETRINABER P HCV AR EA 3 6 migbiFs
ARAHNSFRRELR A2 CH%GE BREABERFITHA MM 22

BABRGRELERA T TR AFRFBRER T TR 4184
ATHAT KRR — R e TR RRF BERIERGE - 2EME R
BRI 6 MER Y HLER > R R AFIR B AR R @ v B £ C AT X
BERE AR H IR ELRE > BELARE TR T %R a5k
MBI R — AL G R RO AN BERREETREALSY
B - BURBEMBEE FRBREFNFEHIEZRREFRFERGRAT &
CHAFRFBAARN T SH LA HARERMEITHYGRE * mD
s ST AR B R R 0 AR BA AR AR R Vi R A AP K 18 MR AR 64 B AR

11



& RIHBRANARE -
HRIFAABREEHA NI T —EEHRRERTHE A5 TR
FRRERRE RS REFEHR LA THEOEE > THKRL— B8 EHER
ERGR ARG ARABRRAGREN T RREERNGRETA
EARBMREEAR » b @R EH R RHKA HAART 5B R %
& B> ZREGERMRBEGTBRREEBARFIERZIEL BT
TUTRRENBEEBNABRGERTT TREEE FRRBR LR
MAAMMREERRHEAREABEEZZMA -
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=~ #HHRT Ik

WA e g
B 2010 5B EBENABREERE - HTHAERHRE BB T
Bzl 0 HIV-L IS MR 3 2704 » WE 2B R E 4 20104 &4

WEHBRZIARERLAB LRSS RFH RABRETFHEAME
fh B IR EREFEAREE U ARFIEREZTEE > R E R
BHE ~ F# > WA~ R E FEEE -

HIV fo 77 S 3]

WE I EELLEBR TERE XD GER B BBIRED  FHAEFIE
B IR £ o kTRt & k- 22 A A fujirebio 2 3) # 4 2 serodia HIV 1/2
Bm> RRIEAFA AL (Gelatin Particle ##4 (Carriers) > &%
AR K (Coating) — B % — AR HE A XFILT BB FILR - 5 R FH
EF-ARFE AR AN EBRERERE  AleWRRER S > WTH
HHARZAR O F RO EFTRAT AT RRFZIIMNE HEFTHLT !

1. BRI RB & LHEER B AREBZIRTFHER S X
B L REBURAbH F D MR AR Uik (A ) 2mbL s % — A HUR Uk b
F (C-1) ZRF AR HERALKRF (C2) Al & HA L5 mL> &% ik
Bk FREAERBE > BRERAENER=To8 FARTFIE
RBRIETAER -

2. #% 96 Ltk = R A& LAT TR 4 5T B Ao AR E 2K R -

3. Bonta WNE—FBARFZHBER (B) 75 ML) F=—FLZFw 4
25mL - mpte st t ¥ —A (PCL #1% —7A (PC2) 2 #RaF 55l
Rl F—IMARFHER (B) 75 mL> mF =2 FAFLAGEA
25 mL

13



BB D DR ERE AR 25 ML i E B AR —FLF 0 AR
BFRARASEDVER R 25 MLBAE =70 B4R 4% BE 25 mL
BAFE=ZIL RHRO% > NFEmILR 25 MLERIMERE EENT
SRRAZBENBEEN - GHEHRA  REBALMEAFE (E) 425
mL 455w —A (PCL 2% =4 (PC2) 2% —7 > ARBEME—1F
BREMHBEEEANILEAEE25mLo

LB AT B AN E —F A 25 mL kgL itk F (D) E4E
Bk F AR FER4 w25 mL & — A g RkibkF (CL) & =70 >
o 25 mL & — A B RAbR F(C2ON Fwil-fpth e § — A (PCD
WHZILEFAFLE w25 mL(CL)» =& (PC2) t9FH=FLEF N
L&A (C2) #rAbirF 25 mLe

I MERERIRERESH %L WwEAMNBENEL > BXAT R
AR BENRHFEAREHZ TR L NERTHE =G
EdmFFZHEERERBARRESHMARIE R RALR F 2 HEE
ERFAFEEITTEL0H B -

L B OIS AL U R BUR A T 350 ML e A — KRR EEGE P o

. 4% 50 ML s F A pE A A B E P 0 5 A tube mixerio 2L 5 AR R A
AEERTHE 20580 (FEHMTESR 1~2R)-
R AT L (2,000 rpm/Say4E R ) RASEE  BURF EFER

50mLEAURAEE 270 F o

10.£4 4-5F 8% -

% B2hk- B4 A Bio-rad » 3 # ¥ % new lav blot - |54 > £

REAHINREARE  BRERBRFEAERRAS>TER N #E B E
A BT BB N k8 W8 E b 4B Rk @R AT DA

14



B2 AR EAF AR o F o B P HLRE 0GR B E o KRS B

1. B4 FARF R B A8 B B R A X R BN R BAE ¥ > 3845 J& 37
o BRMREBAAERAGIHE > RARBEINE Bim—tk (-
PRtk ) EATHREZ PR

2. NEJEAETF F slh b E AR A KIE IR~ B H B A

3. AU N AN 2 ML ZEHREFABUE BARE S o488 B RXKE L&
i o

4. 5Bl e g 20 ML o A ~ PR P R 5 M BR R N A8 $ B 2 R B AR F
PEBRT o BAEFEAER 24885 -

LA BB R RIE RIEAEN 2R -

BAENZ2ML MR > HB|OS 0B REL > ERALFERITHE =X

EANZMLAEESR > mERLETRFTHBIER —PoF o

F#4 55 5.65% 56.6; ki=k

BAEANZMLZ 2 &R ERIFAAOS s 28 -

1000 & B IhR 5 R R EAE MR AS A =R &

1A A B RERFREBNRE  EFRBGREEZHEATETER
#, o

1230 9% % R B oA 10962 &G K 14 B LUEKiP ik

13t 2 & R EFIR BB RE - RIBZZ R AMFR B L8558 -

© ® N o O

HBSAQ s % $ 4% R

st B % 7k & ARCHITECT HBSAg o #F » 4 AAL S e ol %% %
¥ (CMIA) B3EM #7425 (Chemiflex) - & 2 R A o7 & 4
F2 BAAM X & @ILR (HBSAQ) - £ % —F 8 - 44 ~ B 4% anti-HBs#)
BEPERORLIR A AR T 69 HBSAQ & ¥ B 4% anti-HBsx il 464 0 &
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Fikig 0 A2+ acridiniumey anti-HBS1B 447 % — 5 BE o N\ > & 5 — RF
AL > AN AT R BB ERNRIE R AT 0 AR R B
(RLUS)E] & J& &AL 4 1 R JE - # A+ HBsAg 4 & 2 ARCHITECT i-1000

AZEARGATAF RLIUSE B fa - ¥ BAMNXABIRRRELSH

AT & & 2 ARCHITECT HBSAQAXE #h 42 ROAIIF o ZHBEIBE AN RE

7 0.05 IU/mL > RixA8 R & HBSAg A RIEME © i Bido T

1. fo i B SEARBE B R A Mk 4 ~ 4o fo 3R S B ALk o % — %k HBSAQ 3%
BT & BN AR B #E & 150Ul 538 hn— 2k HBSAQ RI3X A hu k. 75uL

2. % ARCHITECT HBSAQ#z iIE & & &b & ik /WME F AT 4 > & HiB4E
T EET L0EARERR 68 &8RN SREERIRT -

3. % ARCHITECT i-1000 % # £ £ @ 2::% Calibrator order& Control
Ordere Sy AR IER B ob B RA B IR BE 229076 ~ L & » BEiEA3AIE B
HBsAgQ - 2:Hx Add ordere M A R ER A b ERAAMZRBEERE
# load queuek Bp B 45 5 #7 813K,

4. # ARCHITECT i-10004 # £ £ & 25:% Patient order sy A B2 K B 49
Myl 22 5k e i B RAR B 455 BEiE |33 B HBSAQ- 258k Add order-
WK A B 2 M BE 425 B load queuek By B 45 547 13K o

5. ARCHITECT HBsAg o ##1 Al 4 28 H# B RET EHRD Z

(APLC- Y juti ) 2k & A K dh 4% o 45 R AEFE - AR %78 £ 15<0.05 1U/mL
A R EM » >0.05 IU/MLAR & A R B -

Anti-HBS o 7% % 4 3

sui R 7 7k Z ARCHITECT anti-HBss#7 » #) A 1L 2204 il %.7% 4
¥k (CMIA) BBMH 4425 (Chemiflex) » & 2R3 ASE o & fo 4
v B AR EA@IEIE (anti-HBS) - A% — 58 > AN BRA E
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4 HBsAg (rHBsAQ) #ymktfk 4 > 274 F 8y anti-HBs & 41 B #%

rHBSAQ Z ik &4 > &% %1% > &5+ acridinium &9 rHBSAQ 1& &7 &

=B\ B A —RFRMEIEL > o NELE) AT B IR BB B RN RER

St o LAa AL B (RLUS)R] & R &AL 205 L RIE > 4 A F anti-HBs

42 %1 ARCHITECT i-1000 2 % &7 R14F RLUS & B 348 B4 - AnA +

B A AT X & ®mHLR R E & d kAT 2 42 2 ARCHITECT anti-HBsk: iE wh 42 R

RIAE o 2 MR R B RH R EH 10.0 mIU/mL R #8¢ % anti-HBsA R JE 1 -

BRI B4 T

1. foik R dn B e R A Eh 4 ~ oIk R Ak o % —k anti-HBs 3
XA E B MEARE M A 150uL 538 hju—k HBSAQ B3 F vt 75ul -

2. #% ARCHITECT anti-HBs# IE/R B ob & RWME R TSRS » EHE
AT E&B T 7T HRERE 5B BERNDEREEEARP -

3. # ARCHITECT i-1000 4 # * £ @ 2::% Calibrator order& Control
Ordere $W AR IER B ou B iR B QIR i 225045 ~ L B > BEE R0 B
anti-HBs- ZhEw Add ordere KA R IER A & B IR AR Z AR AL MK
E % load queuel Bp B 44 547 813K o

4. % ARCHITECT i-10004 # £ £ & 2h:% Patient order #y A2 4% E 49
MR abaE ~ LB RARBEEE 0 BiERRXIE B anti-HBs Z:E Add
orderc %3 A KB 2 45 8% 22 2 B 4 load queuek Bp B 45 447 Al o

5. ARCHITECT anti-HBs 447 #1 i 4 2~ #t ¥ $t dh 47 Fe i@ $4% 1L 7k

(APLCY Aot )R ZE A A IE oh 47 45 R ARFE A 38R £ 1£<10.0 mlU/mL
A ERJEMX. > >10.0 MIU/MLR & AF R EHE -

Anti-HBC fo 3 2 4 3
sk By 7 ik A ARCHITECT anti-HBcs-#7 » #1 A AL 4 R0k %9% o
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Wik RERARABRLF R 6E P2 B A EZ- A (anti-HBC) -

BHE—FB o ARAREMA HBC HUR B CRIR A > BN A T &Y

anti-HBc € 2 & #& HBC HL R 2k &4 > &F 21k > 425~ acridiniumz 4

ANFRIB AN E — BN 87 — RFRMEERE > I NELE) AT 5 R BB

B BRI RIER G T > e AR FEAL(RLUS)R B R &AL E AL RIE

# A+ anti-HBc4 = #1 ARCHITECT i-1000% 4 4 % A7 8)4F RLUS A & 8

B - i Y B AKX EABHRRRELS LA AL X ARCHITECT

anti-HBc RIE s RAIMF - ZRBEERNRENBERME > AlmB A

anti-HBS A & JEME o ARBR 3 Bido T -

1. fo ik B B JE RS- 4 ~ 4o o3k % b sk - % — = anti-HBc 3
XA E R E AR A A 150Ul 53 o — =k anti-HBCc 82X & v . 25Ul

2. #% ARCHITECT anti-HBCAX E /&R & &b R ANE R ATEnaE R4 > £ HiE
{EARTF BB T SMRERR 4HBERDEREEART -

3. # ARCHITECT i-1000 4 # * £ @ 2::% Calibrator order& Control
Ordere W AR IER A o0 B R BB L4 ~ L E > B53E AR B
anti-HBc - ZhE Add ordere 53 A A E R B o B IR AR AR ZAR B 22K
E % load queuel Bp B 44 547 B3R o

4. % ARCHITECT i-10004 # £ £ & 2h:% Patient order #y A% B 49
MBS RIS - L E RAR AR SRSt 0 BEiE AR B anti-HBc» ZEE Add
ordere %3 A KB 2 45 8% 22 2 B 4 load queuek B B 45 447 Al o

5. ARCHITECT % #:3F 2 #] | ARCHITECT anti-HBck iE & 1 = 2k BI3X %
RZ PR AL RMFELBFLER -

BE AT E C RIER T3 RLU 4 x1.1=82 57 RLU
S/ICO=#: A& RLU/E& & RLU
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& R %% . ARCHITECT anti-HBcH #7482 S/ICO&<1.000 . 4 £ R JE
M KB S/ICO@E>1.000 R A K RJEM -

Anti- HCV a7 3 3]
setBh H ik & ARCHITECT anti-HCV 247 » #1 AL 2 4 56 ok %.9%

SR RRARARLF R0 P2 anti-HCV - £ 5% — 358 Ak

BHED HCV LR E@ MM o 2 i HBRES  BRERTH

anti-HCV & 2 & # HCV FLR 2 ik &4 > &% %% 0 4257 Acridinium &

FABIRBEBESMNE S BN 85 —RFERMBESL  mAREATE

R B R E IR B A T 0 AR R B (RLUS)R] & R 416204 5k

RJE > # A ¥ anti-HCV 4 g2 ARCHITECT i -1000% % 4 %77 843 RLUs

A EFEMMME - AP anti-HCV FAET » & d LB REILE L AR

Bdg ARCHITECT anti-HCV i B R Al4F Z Ba AR A K - Siaid 2P

B IR R R EAEESTE 0 Bl A anti-HCV 7 R EM o o Asib

BEdo T -

1. dn i Bodn AR A FE TR 2B 4 ~ 4r fo 3R R H b SR » % — Rk anti-HCV 2]
KA E B ME AR & 150Ul 432 Au— % anti-HCV ;8] X & s _E 20uLe

2. 4% ARCHITECT anti-HCVAR E&R & &b &R ME A aTdnsgin s - £ 44
{EHRF&H F SR IERA 68 LB RN EREKIEARF -

3. % ARCHITECT i-1000 % # £ £ @ 2::% Calibrator order& Control
Ordere fARIERE &b B R B GIARAE R 5545 ~ L & > B ASKA B
anti-HCV > 2E Add ordere #§ 3 A R E R A o0 & RAR AR Z AR B 22 K
E # load queuel Bp B 44 547 813X -

4. # ARCHITECT i-10004 # £ £ & 25:% Patient order sy A B2 4K B 49
MBS S L E R AT 0 BERRKAEE anti-HCV > ZiE Add
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order- #§ B A k88 X 438 22 B 7 load queuek Bp B 45 447 Al -

5. ARCHITECT 4 #. 8 =k ARCHITECT anti-HCV# iE#& 1 83X 4 %3t
BPeB LML FER -
BEREE - RIER 173 RLU /4 x0.074=82 3714 RLU
S/ICO=#:4 RLU/EE & RLU
R AFE 1 L ARCHITECT anti-HCV 4 #7482 S/ICO{8<1.00° 2 A4 &
RIEME » i34 SICOE>1.00> R A H REM -

7% RNA ) E 3

1# A QIAGEN 2 3] &9 QIAmp Viral RNA kit i# 4T RNA &) 4h/t o B
7% 140uLm A 560 uL Buffer AVL#A & T4 A 10 454% > A& e 560 uL
BH BN RS T A (vortexing) iR 4k Bi@i® QIAmp spin columrr
columnx Buffer AW #F 2k =k tA1% > i AVE buffer (Rnase Fregd RNA &
d oo HasehmH RNA TRAN R A R OB F448RE (RT-PCR) -

HIV-1 & & 5-#F
#HAE HIV-1 C2V3(envpk B 2kt 3] F AN B A 4547 > 4% 4 Qiagen

ViralAmp ==X %) % B F 64 9% % RNA A RT-PCR#2 Nest-PCR#&Y 7 7% & 38 &

ATl ER & BEFTH -

a. R # 4% B 4 85 ik 44 R JE (Reverse Transcription Polymerase Chain
Reaction): & A QIAGEN /2 5] 85 QIAGEN OneStep RT-PCR Kit# 4T
RNA R #4% % 68245 R B - Bjm# RNA 5uL sw A 5x QIAGEN
OneStep RT-PCR Buffer 5 ulL5x Q-solution 5 ul> dNTP Mix 1 uL~
QIAGEN OneStep RT-PCR Enzyme Mix 1 ulRNase inhibitor 10 units
forward primer-44Fv reverse primer-35R# —)10 uM & 1.5 uL &9 4
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b dEKE 25 ul> 22 ABI 9700 PCR machinet 47 50°C 30404% » &
94°C154%-42(Hot Start¥s > 24 94°C 304%» ~ 50°C 14 30# ~ 72°C 14
304 AT 40 RRJE > kiB 4L T2°CHER 7 4% -

b. £ X H 58524 RE  Nest-PCR ## % —k PCR# & #E 1uL & K4k
(templateyiw A 2x PCR Master Mix (Fermentas) 25 ulforward
primer-33Ff= reverse primer-48R# —) 10 uM & 1.5 uL&y:2 44 F -
7K % 50 uL> & ABI 9700 PCR maching 47 94°C5442 3 #2412 » 1A
94°C 30%» ~50°C 14 30# ~72°C 14 30#% » #4740k R JE > & 1%
B T2°CHER T 545

C. AR & FHFELH > © F Nest-PCRE & # 5 L3 3% 18 & ik » #7 A
ETBR % &1 1A 88 7T R, 2] 4 526bpey 3 B A £ > #H 1L ABl 3730 & 14
R o HEFeEREELMALETE NCBI BEk Lt 45
(http://www.ncbi.nim.nih.gov:80/BLAST/ )zt vT LA tb ¥ 89 & R | Er 2=
A o EALKE L UL E B k32 MolecuLar Evolutionary Genetics Analysis

(MEGA) version 3.1#k 8 4% 4 -

ViroSeqTM 8 H R B A 5| o

1# B 4% 4 FDA~CE & A& A& IVD (In vitro Diagnostics}g, st &4 ViroSeqTM
HIV-1 Genotyping System (Celera Diagnostic, Abdadboratories, US)[12]
FT &L 2 89 B AR AR R 41 HIV-1 B R A2 + pol A B 7] L&y R% - sk
ViroSeqTM HIV-1 Genotyping SystenT 18 2] 2] HIV-1 pol 4 B + R #4485
(reverse transcriptasg) & & & &g & 3k (protease)y A B R 4 » R4t — 1 B/
FIEM AR BREORRRE - b B — 7 E e & 4[13, 14) R H
RFodemaE RNA - BT R\ S 854048 RIE LA B IK B 58 T A 3
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BT HIV-1 2k oA B E 1 2% 99 EE®T > =2 =18
RiskEs AR % 1 25 335185 8ET o 2 KB 5 7] 304 b4R 5 5 5 12
HXB-2 28 £ & #hEATLLH > METHEGFEN B T REAR - K&
ViroSeqTM kg8 A A A L&A EL 24 oMM B AR RS UR R FILEM
B A WRE  BAERAR R AR BB AT M 2 A F I R F AR RNA
BRI REBEBROBESRIE REOBadRE - REBEHREE
it ~ T FIERRIE ~ T 8 188 ~ B -

24 RNA g9 52K

4 0.5mL &4 f 5 DRGE AR & 3k 8o (22,000 x g for 60 min. JL# % %
PR 0 £ EFER > TSR FFR T w600 ul Lysis& #k 0 L&
BERWRO% FHENETRT 104548 > Fit5wA 600 UL & HER > A E
B R IAR A% 8. (15,000 x g for 15min.: £/ E#F ik » B 1 mL
ke 70% 8 BUREZ R ARG 0 #. (15,000 x g for 5min). >
FHEFER > %IE% A 50 UL RNAF R BIE » 4237 -80°C A R 4E -

R PR B 5 B AR S R JE

ERERBTHOABRELRRERFN RNA - AL d R4 AF
A R#skm CDNA 1% > A EREAKEGRIE (PCR) AR KL
pol AE e &% - B 10 UL E B Ry AR 2R F 2/ =69 RNA» 2%
R BJ8 G &% % % (Moloney murine leukemia virus & R 3% 5% 85 > #4T R
w4z R e (65°C for 30 seconds, 42°C for 65 min., 99°C fori.m> % &
#% P45z CDNA T3 2 AT RS MRS RIE » RARFH-20"Ce R AR -

Ko BFsE HH R JE
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45 P A R SRR B AT 4643 2 cDNA 22 AmpliTag Gold DNA polymerase
(Applied Biosystems, Foster City, Califf7 H 4 hgi2 45 R JE (50°C for 10
min., 93°C for 12 min., 93°C for 20 seconds, 6406€C45 seconds, 66°C for 3
min., 72°C for 10 min) » A7kt ey 3] F 434 @e& =T & £ — 1.8 kb K/
amplicon- gt amplicon=T A 4F & T 5 #9484k © TR by PCR RER T %
FHe-20°C i AR -

B EBER RN WA

BTXBREITHBRITRIE REBESREZENE LA
ALHABBERT IR REDBHERI T Emibz - B kB4
£ G E B Sk P Am 300 pl 200mM KCIE #: 2 £ fw A 50 pl &y PCR
R JE & % > 32 (800 x g for 15min) > & s 300 play ==k - &< (800
x g for 15min)): BhuA 35 ULy — R K214 B g R M 8Ec Bl
Bl A — 85 080 % > o (800 x g for 5min) » B 5 uL &9 DNA &
Bk 1.0 FEB > LT RAERE DNA & BRE - H4 DNA JE &
RARAF-20°C R HE 4 B1% DNA £ 5P A -

TS IRRMEF 7 B By 1A

A% B - R E LA BigDye terminator (Applied Biosystems, UK %
o @ 7T BRE ] F R TR A ERRE (25 cycles, 96°C for 10
seconds, 5°C for 5 seconds, and 60°C for 4 mi 2 11 ABI Prism ABI3130
(Applied Biosystems, US}: & 7 7] - #7 1& 7% & € 5 B B 188

%A 5 H
FrfE 45 89 7 1% 5 %] h % & A Celera Diagnostics ViroSeq HIV-1
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Genotyping System software version Z.6F - #1 HXB-2[15]iz 18 % tk i&
ITHL¥ - B2 TEEEGRMARNME L2F 9 EES/T BH=r2 @
R ARGE 1 2% 3B M@EHTFHALRTF] > &5 55 A HIV-1
AR B8 5% 2253 2 5 254918 4% & (pol) 1 % 2550 2 5 355448 4% E (rt)
B3 DER AR Yoy REAR - &% 0 ViroSeq st A4 A KL
EHEL 2L THBEARREURBFILEME A RS

HIV-1 5% & & B 5 X 54
FIA HIV-1 30 % M 547 P76 45 2 2518 % & Bg A [ (protease gene) % 1

2% OB FE ST 0 #1= 52 — {8 R #E4k85 K F (reverse transcriptase gene)
W — 2% 3B MEHT > REATHIV-1 mEAR SR - A A 89K R 57
FEs #] A Rega Subtyping Tool v.2.0

( http://jose.med.kuLeuven.be/genotypetool/htnlit &, » & & —18 g #1t
8 HIV-1 A T B > KR % 4kt 447 (phylogenetic analysigy & ## 22 #%
AR R HFHRZEA[LE] > sk HIV-1 5 A T B2 7% % £k % 100%m
TP R B 99.204 4 A 5§ 3R )[17]c 24 &k A3 & Rega Subtyping
Tool v.2.0k & s ##k 2 22 A & A 24 Viral Genotyping Tool (National Center
For Biotechnology Information, USA)
( http://www.ncbi.nlm.nih.gov/projects/genotypingfapage.cg) i 4T 5 7|
SRR 0 b HIV-1 5 A T BAR 3 By drak 3F B 9T gl & & 100%m 5% &

A & 99.5%[17]-

% & DNA & Z
1# A QIAGEN 7 3] 89 QlAamp MinElute Virus Spin kit 17 DNA &4 4k
1t o B F 200ul #2 25ul QIAGEN proteasét 4-1% Am A 200 uL Buffer AL
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(28ug/ml of carrier RNA % 22 4-(vortexingy» 56°C F4E A 15 4% - &
AN 250 ULBHBHRE T ELENER TR S nét > LR SRES
QlAamp MinElute column /& i Buffer AW1 ~ AW2 $148 ¥ B4 5 7] & 7%
#— = column% - A 50uL AVE buffers# DNA i i o # 4 89 7% % DNA T

HREBFMHRIE (PCR)-

HBV & B & 44
W BT ey HBV DNA sample i#47 3 &8 %4244 R J& ( Polymerasse
Chain Reaction - #&4% pre-S1%| S genesy Bl & /57|33t — 4 P1lfw S1-2
&9 outer primers & viral DNA % templateftt PCR3% 13 - % 1% & 24 PCR
& 4% template # nested PCR A /& 4R ] 8984 type-specific inner
primers{k 45 & h & &y 3g 18

a. It 4-Bgit 44 R JE (Polymerase Chain Reaction):

1# F QIAGEN /X 3] & Hotstar Taq Master mix ki 17 5 & &g 44 R JE
B viral DNA 5uL > Au A % 1uL &9 10uM outer primers(P%v S1-2)@ /L)#v
12.5uL & 2X Hotstar taq master mix5.5uL & ddH,0 » £2 95°C154-484% °
B LL 94°C20#) » 55°C20%) » 72°CLl né ey /g3 4T 40 R R JE » ®iE L&

T2°CTFHER 7 54% -
b. £ X R &84 RJE : Nest-PCR

¥ % — R PCRyY 2 #80.5uL% # 4k (templatefu A2x PCR Master Mix
12.5uL > & #v A mixtures inner primers mixA(B2,BA1R,BB1R,BC1R)
mixB(BD1,BE1,BF1,B2R) & 4.)4uL(1QuM) » 7 & % 25uL - R 95°C15) 4
#% > B 94°C20f) » 58°C20F) » 72°C30f) 8y 45 3% 1 4720k R & » 94°C208) >
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60°C20f) » 72°C30p ey 1B 3 4 T20R R JE » SAZET2°CTF AR R 750 4% -
C. MEHB A A EAR:

HBV #! 3] 578 >x & (A,B,C,D,E\F): xR By h R R4 315& » ££ MiXA
¥ A Type A:68bp- Type B:281bp Type C:122bp &£ Mix B + 4 Type

D:119bp-~ Type E:167bp Type F:97bp

7% RNA #j E 1

1# A QIAGEN 2 3] &9 QIAmp Viral RNA kit i# 4T RNA &) 4h/t o B
7# 140uL sju A\ 560 uL Buffer AVL =& F4E A 10 4542 » H v 560 ul
BH BN RS T (vortexing) iR Ak Bi@i® QIAmp spin columr
column ik Buffer AW #F 2k Wk tA1% > i AVE buffer (Rnase Fregd RNA &
& oo HAeyR & RNA T AN REHRREGE 748 R E (RT-PCR) -
HCV & B A 4-#

R #8550 & 4 8)HCV cDNA# 7475 89 PCR> #R3#EHCV core regiork
3+ Sc2fvAc2% outer primers piviral RNAAtemplatéy RT-PCR¥ 1g - 2 1% &
A RT-PCRE # % templatetinested PCR A iy 4 K 5] 449 )& 4 type-specific
inner primerse 45 & k by 3g g -

a. R5kF 4 B2 45 R JE (Reverse Transcription Polymerase Chain Reaction):

1% A QIAGENZ 3] 89QIAGEN OneStep RT-PCR Kitg fTRNAR #58% %

A BiE 4R JE - B 5 RNA 5ul v A5x QIAGEN OneStep RT-PCR

Buffer 5uL~5x Q-solution 5uLdNTP Mix 1uL> QIAGEN OneStep RT-PCR

Enzyme Mix 1uls &1uL 1QuM#Sc2eAc2(% +) @ B4 RNase-free water

Z25uL > 2250°C 30742 » A95°Cloy4514 » £A94°C308) ~ 63°C 306 ~
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72°C 45 » #4720k R JE » 94°C30:» ~ 60°C 308 ~ 72°C 45 » > #4T
20k R FE Tk 12 L T2°CE R T4k ©

b. £ X\ R 4824 R E  Nest-PCR

14 % — %k PCR#y & 8 0.5UL % # 4% (templatepu A 2x PCR Master Mix
12.5uL~

&-2uLggmixtures inner primers mix1(S7,52a,G1b,G2a,G2b,G3b)

mix2(S7,Gla, G4,G5afvmix3(S7, G3b, G3A, ,G6af +) » kK

225Ul #4T 95°C15484% » LL94°C30F) ~ 62°C30F) ~ 72°C45

# o #ATI0RRIE » KB ATZCHERTH 4 -
C. B ERE h#E LA 3.

HCV £ &5 A7) XA F XEFBAERE G ER - AR
M kT THROANRAER M FRFI:E Mx 1 ¢4
1b(234bp) 2a(139bpfs 190bp): 2b(337bp) » £ Mix 2 ¥ % 1a(208bp)

4(99bp)~ 5a(320bp) £ Mix 3 ¥ A 3a(232bp) 3b(176bp) - 6a(336bp)y
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Z-HREEX
HIV s %

FARIT E BRI EEHBRZ HIV-1 R & > 2010 SE 3@ 4pE £
o T 21444 d Bt Sk f F AR #E - H 3k F AR viral RNA % - 24 RT-PCRét
# HIV-1 Pol A B 4T A% B 5 B 1 5B A o0 4 > 3§ B 80% (214/270) %
R334 18544(86.4%)4 B A A X AT mH B4 5 A 1344(6.1%)
# CRFO1_AEZ & ~ 154+ (7.0%)% CRFO7_BCi: & & D 35 & — #£(0.5%)[%&
—] - RAEBRFE—F B4 £ CRFO7 BCHA F U EBRAY 42
WERE 0 45T 93.3% HRABEMMATAS > 46T 6.7%(1/15) b #ak 2
JE P HCV L5 MU E » UABRZHAIFFIKEBF R L
CRFO7_BCxz B % > 4RI & anti-HCV % 887 A 151 (2009 £ 4 #) » R ik
BUBEERATHREBAENHEMFRERRE F ELEZEAEITES
TH S FRMAEE L HBC - HCV % AFa 1 - #857 CRFO7_BCT AR &
Plke A 2 M MAT A %EEY > 41354 CRFO7 BCEAMEZMEE > |
REFBER T RERAETEOFEALERFILEHR £ B EA F AR AT
2 P Ak Ha 5] 5k 5 (85.4%) H Rk & B M H4T7(14.6%)k =] & 2007%] 2010
Fog HIV-1 S8 547 & ST U831 B 35 A P4l 2 L) MR AR S 0 48 R
CRFO7_BCAs tb | R AR F T I > Mt AR S L F 4R 2 MH[B =]
K& 4+4 CRFO7_BC A7 B 2 # Ik %8 & %5 2L AT 7 46 69 7 E 31 & Rk 2 A%
[&m] -

RBAmFREESH 7 @ B AT HIV-1 B &5 0906 % 7 X % 3%
A 53k s R #4% B8 (Highly Active Antiretroviral Therapy, HAART) % 4
A% & 'H &40 %) % (Protease Inhibitor, PN & %% 4% &5 4p %] %] (Nucleoside
Reverse Transcriptase Inhibitor, NRTI)#1 Jk 4% H Bg R & 4% &g #p 4] %)
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(Non-nucleoside Reverse Transcriptase Inhibitor; NNR[E] 833 #1) 5 2 &
R EGMERORNBEERZGEEE > A — Bk B REIEMMERERE
—REMRABENARE S AR AR ER L BRL T R E 4 (Reverse
transcription}k 24/ E A Fr i A e B R RY L R B ARG R % > A TH
¥ HAART &2 2| & 2 98 o B R LA 3R 32 i Ar3R 4t ViroSeq™
HIV-1 Genotyping system kit (FDA. CE:z& 74 & IVD 33%) @47 HIV-1
LEMER 0 E%AE Pol XHE E&F A # Plss NRTIs & NNRTIs b
ZHRNBMBE R B R M EL -

HIV-1 BAREMBTERZER T @ £54 2144 2010 5 KA
LR RFE M2 HBRMAEZ PRERT AR A5 7] Ba 2010482 R
A HIV-1 i@z BT R 43t 4 9.8%[%k —] > #2 2009 S48 tb & F 581
(9.2%)> £ & Pls % 0.9%(244) ~ NRTIS % 4.2%(94) ~ NNRTIs % 6.1%(13
#):2007 2 201052 L B M E R E RN ERBAZF L BT R
Bz B[R W] o s & BB ATEZ Odd rates#7 ¥ > B AT
tTaBEABEEZANR (R -] ARG BEARNREMIL > £ £ 24
Mrag b > 2530, X & R 4 25 (Primary mutationyy 4 LOOM R &4 2k » ¥ £
¥ Atazanavir- Fosamprenavir Indinvir ~ Nelfinavir ~ $2 Ritonavir & Pls
EELRENHEMERIE - MRS R R EMBE & £ 94

a2 A NRTISZ £ B84 2 3 KESR-L741-F77L4x. 2 & 1 44(1.2%)
K T215DS~ K219QR A 314 s NNRTIsx x R4t 2 A 1314 » HF 3144
K101EP~ 9 #+ K103NS-~ 1 # Y181C-~ 2 # G190A & 1 # P225H4x 2k[ &
=]-

MRS EE AL 2010 F 3@ MAB B X LB BEITE A 9.8%> HaAT
F(9.200)E RABML » BRIFEEAT HIV-L I BMBRATREZER > LA THAR
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X HEM AT RIE WHO 3 R 2 XRREER > § R A HIV-1 g
BATR 2 5% T IR FAEITIEMBATEZER > @ 5%-15%1)
BRBFERTER MEBITESHE 15%R LoF > 235 A HIV-1 Bt
B RAERR B AT LA AT R MARA] > RGBT R B X H[18] - MmbA
— LR XWAHH BT R ARG ZUANR REFHN 10%e89 R & HL &M B AT
SR 2y PR B AT R b SR AT A B AR R 2 AR 3 PTARE[19)] -
4t HAART 2476 5 % gk 2 HIV-1 55 B 2 o v £ B B 9] 54 &

& AHR A 20094+ — A £ 20104+ A £ ERaE 404 > ¥ f 27
(67.5%)EF — A L2 iz Remes - X+ RTIs #8524

Hbk % g4 25 % 3 34(52.5%)0 M PIS #4824 4 #4(10.0%)% 1% @ K
b A 32.502 % ERABBAEM HIV-L i R e REAF S 2R
BTARABITFEXARALEE  SREZTRABEEAZIEMR]L
At EBIRBE R EEMZI I BESRBETE RTIENRARE
(52.5%)> & % Lamivudine(3TC) Emtricitabine(FTCx /7 A &5 NNRTI 82
HL#E MR B B £ (48.8%~53.5%) sk 17.5%2 18 £ 4 KB4 1E A H =4
HAART #4776 B 05 0 8 BLAL B > AR 69 8 REW6 8 % & E1 B 6 HIV-1
FUHE MRS L R E B A N] -

HBV ~ HCV s A &M% :

AMRZEHERRBRRRA Z@B T EREHRTEHLER W
MR ELE T ER X BRHEFR BN &G A TSR AR
RERNET HHERGZBETEGIHREXFIRIRBEL LR
B % - HBV/HCV o iF 24083 B 25 3% Architect#x 5 3X %) > # 47 HBSAQ
anti-HBs~ anti-HBc- anti-HCV % vg B2 35 ki8] » A T MR N BB BE 2
B AAT X% H#AREA CAM XM BITRAL -
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EHERBATCKRE 2470 LR ELBEHRBEERBRARERNE
P GENERSZEETEGAREXIREIRFE L H R Y 822
%o AFt 32920 A B - AT I F R ABZ S RO HE 5 A 21654 HIV()
#E %+ HBsAg 14 358 4 (16.9%) -~ anti-HBsH14 % 13084 (60.4
9%)~ anti-HBc M4 17954 (82.96) & anti-HCV g4 17654 (81.5
%) » AR HBsAg ~ anti-HCV 514 % 301 4 (13.9%) - £ 305 4%
HIV(+) %8 % = 3% 2 88+ HBSAQ 5144 69 % (23.6%) - anti-HBsH
PE#) 165 % (549%)~ anti-HBCHPE %) 250 % (81.9%) & anti-HCV [+ £
300% (98.3%) ° &4 & # HBsAg- anti-HCV 512 #) 69 % (22.6%) - £
MBS =BE B R E%BEF HIV(-)E 766 % - fiF 2888~ HBSAQ
B4 84 % (11%) - anti-HBsHt:#) 382 % (49.9%) -~ anti-HBcH 4
# 296 % (38.6%) & anti-HCV 54 104 (1.3%) A BB HBSAg
anti-HCV ig 4 4 3 £(0.4%) : Bl & %2 F HIV(+)15 56 4% > &% 28w
B8~ HBSAgMG 4 2 % (3.6%0)~anti-HBsFF 1+ %) 37 4 (66.1%) anti-HBc
Pt #) 31 4 (55.4%) & anti-HCV I5 4 3 & (5.4%) - # & £ 8) & B 7T 4
B HVE)HREBEE DR EREASE - HBRETAHRE
anti-HCV ¥ B8tk 2 7> HIV(-) # Ak %8 4 (R ) ° 447 HBV J% 5453548
HBsAg - anti-HBs -~ anti-HBc % = B2 )R & & » % 3 HIV &M H
HBsAg(-)/anti-HBs(+)/ anti-HBc(+k % B A AT % 1% & 4 %% 2 E B AT %
@B 5049% 5% HV B #ey 41.3% - HIV B &% &
HBsAg(+)/anti-HBs(-)/ anti-HBc(+)B AT X #: & % 22.6 5% HIV 125 &
159% - # R E A E 5 4 Rl XAt 3 E HF K E B H
HBsAg(+)/anti-HBs(-)/ anti-HBc(+)BE AT % # B % 15.4%& 7 H 4 & k(&
+=)-
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AT EHEEARERE HIV-1 Gk & 2010 F@MR2
HIV-1 &R a6 20 A T M 2 et 2t 3914 > R F BB BB AKRRE F
BAAMERBHRGFEFELEE AREBEZFRETARZZRAR
o 22 AR 12 8] HBSAQ ~ anti-HCV w3E @ & £ 88~ HBSAg it 4
12.596(49/391)% anti-HCV B4 & 13.6%6(53/391)> A4 & # HBsAg &
anti-HCV # 15t %4 4.09(16/391) : kAR E F&E» 24 39 4 x4
J& (R4 a7 ) %R HBsSAg B4 10 % (25.6%6) A anti-HCV B
#4354 (89.79¢) &4t & & HBSAQ % anti-HCV 4 5% A 9 4 (23%);
234 % Bl MEMHAT B E PARRI S HBSAg A 29 £ (12.3%) A
anti-HCV B4 11 4 (4.79%) - A4 B % HBsAg & anti-HCV # 5 1+
#A 5 4(2.1%); 77 & A WRMATAE PARAl L HBSAg It A 8 4%
(10.3%) & anti-HCVS 4 6 % (7.8%) &4 B % HBsAg & anti-HCV
EIGMEE R 2 4(2.5%) EHEEMITAEAE 41 LRl HBSAg A
24 (4.8%)& anti-HCV 51 2 & (4.8%) &1 sbiF o G F B F LA FF Ak &%
TEHREMEBITHEREN AR EFEALARRSG TR HV EF 60K
% HCV Ui n R i E AR IU(EAN) ©

HBV - HCV 2 B 9 RA % ©
Fe X B BRI (R 3t £ )R AR R AR R AR B 5 A

A 99 4 i anti-HCV i: 5148 H 97 4 ~ 98 & anti-HCV 51+ 4) #5
iz EE & PCRERARA £ 1124 B o &R F 6 HCV AR
SR R AOEEREARE A LR 101455 4 lasyf 344 ~
lbA 104 -2ak 444 -2bF 54 ~3af 114 -6af 354 -~6nF 14 »
S RHRAGALER 74 4 5% 14 lalb- 1 4 1la2a- 1 4 1la2b- 2 4
la6a: 1 # 2a3a~ 1 # 2b6a% -
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8 E) LA 99 4k i HBSAQ 551+ £ 548 #7> 97 F ~ 98 & HBsSAgQ 51+
NFEHIEZEE & PCRERA oL ATH > G AREHNAB A
384 AREACH I#H -

X H B AR E 4 E HBSAQ & anti-HCV A & 5 5 # 370 A >
AFEMIE 2B FEHILLH 60 A > By LHEARF G HBY - HCV AR &7 >
& PCRES A > HBY AR EA 4 3755 AKXREAAB A
294 CH 84 s HCV AR A /B —A R4 34455 % latyn 9
e 1bg 24 ~2af 24 ~2bF 14 ~3ak 54 ~6af 144 ~6nF 1
o RS ARG LR 3# 0 5 55% L4 1lalbs 1a2bx 14 - labag
1% +) -

FEAE B BB HIV Pk ey g A B o A -

B AR HIV(+) £l 694 i8 & > 3R B #: % B viral RNA 4% > 2L RT-PCR
4+# HCV core region& /T XA A 22 547 0 & PCRE B o0 7047 £ 36 4 >
RN E B 67%(36/54) iz KR B AHE—RHAH 324+ - @45 B
% 2 1(5.5%) ~ E 4 R H R 23 1H(63.8%0) R B T #4(19.4%) : %
FERG LA 44T adE B EE 1HQ.7%) ~ 4T BB % 314(8.3
%) ° HBV 2-#7 3 B viral DNA & AR 4% pre-S12| S genex Bl & /7 5 4T %
BRI OA 0 & PCREBR AR 7T & 344 > A sh % & 70%(34/49) 6,35
ARGBAABF 24 F 3 FIM& 184 (52.90) &M &4 414(11.8%)-
S 2 14(5.9%) ~ RS EEE RS H(14.T%) KR ERMACH 4
b aE R 1 4H(2.99%) ~ B 240(5.9%) ~ R ST BB E A 114
(2.9%): AREANA DA 1 HERETAEIAEBEERE  ARHER
BRARSA D BErEHENERH4ET LR EREFEEEFTAARD
B X CxHEsaER(E+—)-
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i HBV Fu HCV R g2 Sl > T2 AR E T 0k > 38K
BEAAN RERBEFTE)ARNSEA > £ BAFF@ANS S B 2R

CCH Y @AIRT S, AHEA lak bak A EEAH > A FEA 6ak
SHBANRHTRAR > EEYARIRE AFIES 5 FERE C AR X4
b & 2 5006~9096 o He B3 45 Rk Fo A B3 Ao T E L R AP0k 28018 A A 4t
B~ MR AT R TR (GRA)
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w3 W

FIR—1EABT 1996 FE T &R Acii R 3 4585(HAART) /6 ik
B 15 & 89 % B, B % 7k (cocktail therapy)y 4 &% & ' sgdp 5] 5| (P1)¥# R 22 5%
BB B(RTHR R £ Rk FN e A U dm it - mB AT £ R
FDA B /B L2 ik %m &4t 6 KEa3t 258 & 4(20] > £ B a7 &4
A5 7 .45 NRTIS, NNRTIs, Plst & ga4-#p 4] % (fusion inhibitor) & 4
Rt 184 %4 - B AT HAART /658 ¥ & # NRTIs~ NNRTIs 2L & Pls
PR = AE %) 0 — A% @15 A 18 NRTISs o — 18 Pls &, NNRTIs &g # 4 4
SR FE —Res K21 CORETILE — B FI B BAEA 2k
o E R L eIREN1[22] - E % BARA HAART 4% ol b ehm AT
WIRAGIPH] - (2R BRAE CDA M EIK ¥ 895 F10 &5 05 204 %[23] 0 B
B FHE R R B Hae & ok 0 X interleukin-2(IL-2)% Be HAART &4
B BRB/IL2 T wie A ko RAmEQ@iLEE » A Lo IL-2 R R
KRm 54 E B HAART s E¥p#] (B F A OB T B8 T2 HRET %
7 #([24-26] - E b - B AT B R AL A 8976 9% 7 7k Bp HARRT 765 Bt
Au b B p) CD4 # B3k iy $0 B #2535 % # & (Viral load) -

suoh o FRREIEM G HR A RER LR — B E R K
BATGIAF T A R &Y mE eI B M2 b7 K B % & M (genetic
diversity)sg 4 R - b R $245k 85 A § B4R S 44 3% % (inherent high error rate)
UERBEHFABNGSEERE > THEH E 4T %oy R ¥ s(variants)e Ao
L EIZMR S (selective pressurely 3 Bl B HRF R E
ArEeghREiEdrdsnhkiin @ mItRhEdrsFA L AR E
E & RGO Bk &5 (viral reboundyy 3R, £ [27, 28 R ENA T B AT

FR 5 o H PL B M AL R R B % B (treatment-naive patiend) &y B 47 R ¥ &
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B THRFRNNG  c EARARFT AN RERE BB GEZARE T
SA T 2141k BE o NRTIs #8752 hu s M R4 8 £ 4 K65R -~ L741
F77L 425 % 1 #(1.2%)% T215DS~ K219QR % 3 4 » # HAART ;&% #
& AR A2 18 R AR B % AZe KB5R 2 F77L %% % fir 254 X 3F % NRTI
Bap & & ALEM > L741 % ABC - DDI 2 & T215- K219 # DAT ~ AZT
EAREZHEM I NNRTISFEA 2L BB RS2 Z 4 34 KI01EP-
9 4+ K103NS 1 4+ Y181C+2 # G190A & 1 4+ P225H {85 £ + K101EP:
K103NS- Y181C&¢# EFV-ETR-NVP Z 4 B &2 &M (k=) - mi
HIV-1 & e is 8RRk e RYe % AREX%2 L10] - M36l -
L63P~ A71I B V771> st REW B R R E B ALK TRE G ERILE
M &y & 3,7 (Phenotype} #8,[29] » m X 2H B RS A A 2 4 LI9OM -
TEBRHYRI S PISEpg AfidM - R RFREKBEERA — R
ABEEREA L EZ RGBT RERGHRABRE LS EiER
F 0 RREH HAART 6 KMk B ERBET M » U T ARELEAE
NaiveGk AR &) BE 5 87 B Ak~ RATZ HIV-L $r s i R g & BT B A
MREWGEBEPIRAT ) THRRERREMBE L RERLE -

ZAHV-1 &Ry AREBAXETEFTEE > T R4l %k FHE
AN BRI AT B IR 0 M HIV-1 R 1R S 693848 ~ B3k H XA
Bl Ha @ mENAELA ERGPE - A HIV-1 RE 2 A #7447 5

THEA £ £ P E A 4 R E MR 4R F4k[30]- £ 2004 £ 2 AT £
BB TR/ FRARR e | A RERE REIZ O R T A 288
R+ B & A5 68.2% CRFO1_AEZ #145 27.3% BH& L4 % 4B
B kMR EHE S A non-B AL, 3] 2 KREEE B vpu
AR AR T H A 363 L4 F 73.8%%4 B A - 23.1%%
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CRFOL_AEZZ! ~ 1.1%% C 3 R[6] - ¢ 2= A ga bk AT A4 XA #F L4 5 B
AL A BRI RERE CRFOLAESA % 4 % £ f Bk 53¢
2R B AR, 5] -

B 2004 F#% 2 E ML — KB hFIREBEOREENZEERHK
AT BRBRAEZRATHEAZ — > HIV-1 G2 kB EH 2 2R
oA £ 5iE 96%L Bk 3 HIV-1 CRFO7_BCE 4% % > M E ALkt + 1540
2% 4y HIV-1 CRFO7_BCE a5k # & 5 30 KA 69 & 4% #[31] - M o4
B HIV-1 2 S B F 0 #38K 2218 & A7 46 a9 Lo ] 4 2005 4 %3 72.3%
%] 2006 4 60.4%: 2007 4 58.8%; 2008 4 35.1%: 20094 17.9%> # %|
S 2010 7RI S F 2 7% BETmBUTIR S 2 ST R F R RMT T M E L
BARBEHA B IRERE IS HIV-1 maAABAIEA - m HIV-1
CRFO7_BCZ A £ £ 2 RAT » LB M IR ZFFFIR e 4 o9 4 ] meA BT
M i@z HIV-1 BHE £ b Aidb 2 bl & 2007 49 58.5%TF % £ 4
(2010)F &4 7.0%(& ) -

EEMERREHER L HIV-1 255 BnS 45 2010 £ 80K 4
2009 23R T A& 2 15 DU AR 5 F 5 F B A3 R 2 HIV-1 A4 1700
A& feraias 2006 £ 4 2,969 A 0 @ HUF BT E R - B REE
BR B ERBRBRECRIBEMAAIES S Mo RS HV-1 2 AR
F 0 $FARFE H AT A 64 te e 4 20054 3 i 72.3% %] 20064 60.4%
F 2007 F & FEZE 36%° 45 (2010)F 10 A JKATRI & 7% R AR >
ERRATHIV-L 2 5B E M BRI &(S S B)%3 o ST R EZ
AR L At HEZ2 G4 B LERRAZEETZRITZIER
(86.4%) K AAF AT HE M EEEE  MERETEL P HEZE
A RER > AP B R RZ AR 0 o B M R BEZ HAART 76 5% 8¢

feor

37



BiEA > A&tz h B HV-1 B REZRERLHEERK KL
b A RERBETRESRFZES  EHREMT RIMRESTER
REMBITEZ FH > L/ARTEBEZH F[32]

PEAB S T 4T 4 £ 64 HIV-1 CRFO7_BCE 4k # A 53 KA
MEMRE o  AUBREAEAR S CRFO7_BCY KRB AMRE FHE S
MEELFRBRNFKFREL  BH5F L% ER > £ 15 #4
CRFO7_BCH-# g+ #3384 LA EME AT EF CRFO7T_BCHR R &
14 IDU %22+ AT > RELFBHEAMT X (40 0 MR 5) 3£ L 1bikst
oo LAPME B RR BT @O TITREZER SN RIS bR R LR
M2 HCV dF 23 o > AR IS FA IF #0K 22 8 & R &t CRFO7_BCx
B% > #alE anti-HCV % 88~ &5 (2009 4 4 44) » B bz @ £/ K
THENEMHERFRERE T EREAEFRITERZITE  B5F
it ¢+ CRFO7_BCE M &18 £ 3 HBC~HCV % A& » 88;7 CRFO7_BCT
AR ES E AMMATARE Y  HHSLEER  EREFBERTE
oo 40 AT SR 8 B R 9] 3B 38 B

HNFIRE B OAEEFI AR ELER > AEREWEERNL
&2 3914 HIV gt & B esa 4 HCV fo HBV q 2 > BaT5F
AaEh 2008 4 ~ 2009 it £ 2R T BAES - £ HCV F @B R AR
B F 4305 BE2E - L% 4 89.7% AR AT & B WMAT 5152
HphEh 47% EAKRBETFAHRRMTSA  HEhEs 78% EAKR
Rf AR &ITA L5HEEA 49%; e E HBY @R A LRE T
BB IERE 0 G E A 25.6% G B F A B MAEAT A 2ERE > B
HBsSAQ Btk % % 12.3% £ AR E T4 EM M7 4 » 2 HBSAg B % 5
10.3%- £ AR B T AEMH AT > RGHE B 4.9%; 738 RAF0KEHE%
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BA PR E HCV fo HBV i & 2 23% B LL B M MAT AR B 2.5%
HE M PEAT A RREG M R B 213 YRIT D o #¢ HBV 94 B4R 634 AR
RAFAaFRERBRARITARS  HGBFERAFERRR ERAL
HCV 7 & > # g3 #3 0k E 44 2t 69 HCV By tb 2 B & 3 89.7% M Bl 14
AT BB th e HCV [t 2 5p4¢ 4.7% {2 EMEMAT & B a9 5 M & 4p XiE 3
7.8% AT AEMEUPCREF£404 IDU &5+ RFE CAMFKZBA
BRI IDU BB FRE CAMKZEARTREAEEEHEF LY
la~1b~2a~2b s > AAFHERBEIRGT AL HRZFA 3a- 6a
% EFAF] > L HIV B IDU %R B % 3 33 & 8 JF 3k 58 0% 2
RECAMNKAAARZER  Rortb AN BT AL B LA 4E 42 M
BRZATH AR > B RMEBEEMEEHETHERL HCV AR ZA
A 3-6%H > FARBILEHF LR FLE AFKEBRE

2% 8 1984F 7 A B AN KXTR S ARFRFGM A LikiT B A
FFX e > A 1986F 7 A $# 2B 452 34 U4 KRR %S B A
AFRBZHOCERAGA 224 B AN KR WA ZCEE THFEAESLE
MRmRECHATE B A LR YATZ 1096 F £ 0.84%(4 Rik%E
£ %520054 ) A BB BRI M AR 25 00 1984 7 A A4 A 2 5
% 8 4% HBSAg £ » AR AR 2464 > E P BEAAF 44 -
R E T2 8 LG M ERTFRFR B %R 34, CRARH 24
BB F % B B BB REE o EHE AR Z RN 1984 F 7 A 2L
B AR 15 EEH HBSAg 251 - BALIESFHMMEES > KikfT
R ARA R -5 8 LRMEBENXTRERATLAB AL ZERET
HRIPREFAEITBAN ARG > HHEHAEL -

B HIV 1 HBV e912 2248 F > B HIV R H B RE5 5 B &
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R HBV - @435 2% HIV B4 21.4%% &% HBs Ag & @H. B
P Rt HBs Ag R & % 16.4%- s 7 HIV B3 1 8121 B AUAT X &Y
bl £ b E — A BAT R (15%-20%) 483 - AR AL HIV %4 B
R R B384 91— MR BRI A B FE AR R A E - HIV $2 HBV
W2 A BREAER > B RRRE HIV 2 HBV & F €% 8% # /4t
B RAZIER  EBINF R R A — R &R o BHhREREH T
EE R ARAE > M HBY BB BB AN B ETAETZ 2045230454 - Ak
MEMB LY EORE AR NRERRE R - BB RE KA 6)E
e BXEEARAH A4 “HBY ZRHE - €HBREZ LBEKR
THEA BN FLRIRE - BB L > 2R K HBY e EF KRS ML Ed
PR EAREREY CFIAR S > MEKEBR K HBV &4 K % BT &
SFHAGY KPR L - At W HBY RREZRGBRIAFIERE > B RHE
EORERR c FEREZHERBIRERITS > RE HIV eh A LRI
o MEEXE B AFERFRENSGETE » RRREFAHRSE HIV
#HBV B B H L AR NEBARGRERBE LA T EYMA -
CRA X EREA 54 F - MER 89 F %24 A primer XK K &
AT AR R K AL HCV B3 % TR L e85 » X B A A
B &9 R BRRNMEABIE @ G ho R BT B 64 B $EAZ R 0 R R AR R AR R L P
Ao MAARTR HIV R CAFXAR NG > E—A5
PR L 6a A 4L T 36% (13/36) Hk & 1b 45 T 22%(8/36) la & A4k T
14% (5/36) 2 AT &K1 KB T X PCRE F £ 54 IDU &% F B % C A BT
Rz oA BREFA IDU %P RE CANKZEARTRALELZYE
WEF e lar1b~2a~2b s A FEEHERBERGEEE R RZE
7l 3a~6a BEBNEE > SFE SR AFIKEBREE > B hHFRESRE
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Bl6amA - Al A S EDRAREY  FIREBAERBFA 3 BN
A LM A F S ERE HCV REBABKR S T bR LR 4
B B4 N BARR @ EREBEORBER R ELRASE
TRMAERS PBEHEST -

MEREEE  REHV hAHEREw MEEXABAKXCH
PR RER RO ZHBETE » BEEEFR LA AR E HIV #2 HBV ~ HCV
B BELRENEHAERGRBRRELHRATZYMAE RRBEFRT

ZABHV BEBREZERRA HLELRREZE AIDS 25 F&
@EE R R R HCV I 8 F AT A Rm > BLBUTRS ST EFER
W TR EDEERBERMAELF R A THRBEREZI AT AE
AR B REEZ 8 -
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F&— ~ 2010%7:@ 3k HIV-1 &k % # (Naive)E i 2805 R 4440 25 2 A8 R 2 43t

» ¥ 82 odds ration#r

Table 1. Comparison of Characteristics between Patients Infected with HIV-1 Harboring Drug Resistance and Patients
Infected with Wild-Type Virus in Taiwan, 2010

Characteristic Total SDRM* Wild type OR 95% CI

Patients 214 21 (9.8%) 193

Age, mean years = SD 31.0 £10.9 30.7 £13.7 31.7 £9.3

Sex
Male 209 (97.7%) 20 (95.2%) 189 (97.9%) 24 0252219
Female 5 (2.3%) 1 (4.8%) 4 (2.1%)

Sociodemographic
Northern 136 (63.6%) 15 (71.4%) 121 (62.7%) 0.7 0.27-1.95
Central 34 (15.9%) 2 (9.5%) 32 (16.6%) 1.9 0.43-8.78
Southemn 37 (17.3%) 4 (19.0%) 33 (17.1%) 0.9 0.29-2.87
Eastern 2 (0.9%) 0 (0.0%) 2 (1.0%)

Route of transmission

MSM 161 (75.2%) 18 (85.7%) 143 (74.1%) 0.5 0.13-1.69
Heterosexual 39 (18.2%) 2 (9.5%) 37 (19.2%) 23 0.50-10.11
IDU 14 (6.5%) 1 (4.8%) 13 (6.7%) 14 0.18-11.63
Recent infection
Recent 94 (43.9%) 8 (38.1%) 86 (44.6%) 1.3 0.52-3.30
Longterm (>155 days) 120 (56.1%) 13 (61.9%) 107 (55.4%)
HIV-1 subtyping
B 185 (86.4%) 19 (90.5%) 166 (86.0%) 0.6 0.14-2.94
CRFO1_AE 13 (6.1%) 1 (4.8%) 12 (6.2%) 1.3 0.16-10.74
CRFO07_BC 15 (7.0%) 1 (4.8%) 14 (7.3%) 1.6 0.20-12.54
D 1 (0.5%) 0 (0.0%) 1 (0.5%)

*SDRM: Surveillance Drug Resistance Mutations
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Table 2. Comparison of Characteristics between Patients Infected with Different HIV-1 Subtypes or CRFs in Taiwan, 2010

Total B CRFO01_AE CRF07_BC D
Patients, N 214 185 13 15 1 P
Age, years
Mean + SD 31.0 £109 289 x84 48.3 +19.6 40.7 £96 39 **P<0.001
<25 69 (32.2%) 67 (36.2%) 1 (7.7%) 1 (6.7%) 0
25-35 88 (41.1%) 81 (43.8%) 4 (30.8%) 3 (20.0%) 0
36-45 40 (18.7%) 28 (15.1%) 2 (15.4%) 9 (80.0%) 1
>45 17 (7.9%) 9 (4.9%) 6 (46.2%) 2 (13.3%) 0
Sex
Male 209 (97.7%) 185 (100.0%) 11 (84.6%) 13 (86.7%) 0 P<0.001
Female 5 (2.3%) 0 (0.0%) 2 (15.4%) 2 (13.3%) 1
Sociodemographic
Northern 139 (65.0%) 126 (68.1%) 5 (38.5%) 7 (46.7%) 1 0.019
Central 36 (16.8%) 27 (14.6%) 7 (53.8%) 2 (13.3%) 0
Southern 37 (17.3%) 30 (16 2%) 1 (7.7%) 6 (40.0%) 0
Eastern 2 (0.9%) 2 (1.1%) 0 (0.0%) 0 (0.0%) 0
Route of transmission
MSM 161 (75.2%) 158 (85.4%) 3 (23.1%) 0 (0.0%) 0 P<0.001
Heterosexual 39 (18.2%) 27 (14.6%) 10 (76.9%) 1 (6.7%) 1
IDU 14 (6.5%) 0 (0.0%) 0 (0.0%) 14 (93.3%) 0

* Chi-square test, **ANOVA test.

&= 2010%7i@ 4R HIV-1 & & (Naive)z 3 81 & R4

N=214

Table 3. Prevalence of HIV-1 drug resistance-associated
mutations among patients with newly diagnosed HIV-1
infection in Taiwan, 2010

Prevalence

Mutation N (%) > Drug affected
NRTI
K65R 1(0.5%) ABC, DD, FTC, 3TC, TDF
L741 1 (0.5%) ABC, DDI
F77L 1 (0.5%) All, except TDF
T215DS 3 (1.4%) DAT, AZT
K219QR 3 (1.4%) DAT, AZT
NNRTI
K101EP 3 (1.4%) EFV, ETR, NVP
K103NS 9 (4.2%) EFV, ETR, NVP
Y181C 1 (0.5%) EFV, ETR, NVP
G190A 2 (0.9%) EFV, NVP
P225H 1 (0.5%) EFV
Pl
L90M 2 (0.9%) Al

*NRTI: nucleosidic inhibitor of reverse transcripta&/RTI: non-
nucleosidic inhibitor of reverse transcriptaBé; protease inhibitor;
3TC: lamivudine; ABC: Abacavir; ZDV: Zidovudine; d4T:
stavudine; TDF: Tenofovir; ddl: Didanosine;DLV: Delavirdine;
EFV: Efavirenz; NVP: Nevirapine; NFV: Nelfinavir; SQ\fYS

SaguinavirRTV: Ritonavir; AT Z: Atazanavil
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Table 4. Time trends of transmitted drug resistance among patients with newly diagnosed HIW-1 infection in Taiwan, 2007-2010

Characterigtic Total 2007 2008 2009 2010
Diagnoses newly, N 7033 1463 1778 1641 1601
Coverage by project, N {%) 651 (B.3%) T3 (37%) 169 (B.5%) 185 {11.5%) 214 (13.4%)
Drug resistance mutations
any mutation 47 (7.2%) 5 (6.3%) 3 (1.8%) 18 (9.2%) 21 (9.8%)
any Pl mutation 5 (0.8%) 0 {0.0%) 0 (0.0%) 3 {1.5%) 2 (0.9%)
any NRTI mutation 25 (3.8%) 3 (4.1%) 3 (1.8%) 10 {5.1%) 9 (4.2%)
any NNRTI mutation 24 (3.7%) 3 (4.1%) 0 {0.0%) B (4.1%) 13 (6.19%)
second line HAART drug O (D.0%:) 0 [0.0%) 0 (D.0%) D {3.0%) 0 (0.0%)
Coverage by project, N (%) B3I7 (12.8%) 228 (M.TH) 259 (14.8%) 185 {11.5%) 214 (13.4%)
Subtyping
B o789 (64.5%) 86 (37.68%) 162 (B2.5%) 146 (74.9%) 1853 (86.4%)
CRFO1_AE 39 (3.4%) g (2.5%) 6 (2.3%) 12 {6.2%) 13 (6.19%)
CRFO7_BC 275 {30.7'%) 134 [3B.9%) 91 (35.1%) 35 {17.9%) 15 (7.0%)
Other 4 {0.2%) 1 (0.4%) 0 {0.0%) 2 (1.0%) 1 (0.5%)

* 7~ F— 4 HARRT #4955 % BB £ 2 FL &M

Tahle 5. Paticnts failing HAART in Taiwan,
200911-201010

Characteristic 2009/11-2010/10
Patients, N a0
HIV-1 Subtyping
B 27 (67.5%)
CRFI1 AE 7 O(17.5%)
GCRFO7_BC 4 (10.0%)
c 1 {2.5%)
G 1 {2.5%)
Sample with resistance mutations
any mutation 27 (B7.5%)
any Pl mutatian 4 {10.0%)
any NRTI mutatian 20 (RD.0%)
any NNRTI mutation 21 (B2.5%)

second ine HAART drug 7 (17.5%)
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N =40
Table 6. Frevalence of resistance to antiretroviral drugs among
Patignts failing HAART in Taiwan, 20091 1-2010/10
Drug Clas Pravalence, N

NRTIs 20 {46.5%) Pls 4 [(3.3%)
aTC 19 {51.2%) ATY 2 (2.3%)
ABC 11 {32.6%) DRV 2 (2.3%)
AZT 5 {11.6%) FPY 3 (4.7%)
D41 5 {11.8%} 1oV 2 [2.3%)
n]n]} 11 {32.6%}) LPY 1 (0.0%)
FTC 19 {51.2%) NFY 3 (4.7%%)
TDF* 5 {11.8%} SOV 1 (0.0%}

TPV 2 (2.3%)

NNRTIs 21 (48.8%)
oLy 20 {51.2%) “*second line HAART
EFy 21 {53.5%) drug in Taiwan
ETR 18 {48.8%)

MYP 21 {53.5%)
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k£~ EHHE R RS E G HBV ~ HCV & iF £ 547

EHER HEHER ) &%
Total HIV(—) HIV(+) HIV (+) HIV(—) HIV(+)
No. 3683 2165 305 301 766 56

HBSAg (+) 562 358 (16.5%) 69 (22.6%) 49 (12.5%) 84 (11.0%) 2 (3.6%)
anti-HBs (+) 1892 1308 (60.4%) 165 (54.0%) 382 (49.9%) 37 (66.1%)
anti-HBc (+) 2372 1795 (82.9%) 250 (81.9%) 296 (38.6%) 31 (55.4%)
anti-HCV (+) 2131 1765 (81.5%) 300 (98.3%) 53 (13.6%) 10 (1.3%) 3 (5.4%)

HBsAgand anti- 44 301 (13.9%) 69 (22.6%) 16 (4.1%) 3 (0.4%) 0 (0%)

HCV Co- infection

F\ -~ e Ey &R HIV(+) 224088 HBV ~ HCV AT/ 2 547

Fl 48 b3 R BRBRE M3
MAY 234 77 41 39 391
L3
3B 234 67 41 35 377
'y 0 10 0 4 14
e
<304, 154 43 27 10 234
31-50 3%, 76 21 12 28 137
>50 8, 4 13 2 1 20
serology test
HBsAg (+) 29(12.3%) 8(10.3%) 2(4.87%) 10(25.6%) 49
genotype B 18 4 2 5 29
genotype C 1 2 0 1 4
genotype D 0 0 0 1
anti-HCV (+)  11(4.7%) 6(7.8%) 2(4.87%) 35(89.7%) 54
B3 7 2 0 23 32
(5N 0 1 0 3 4
Both (+) 5 2 0 9 16
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&~ 20084 ~20104 HIV mpitx%28 HBV HCV #i4T7% 2 B H

Fle 2 Y1 e BRRRE ) 83t
20084 MAH 128 66 24 100 1 319
HBsAg (+) 16(12.5%) 16(24.2%) 2(8.3%) 12(129) 0 46
type B 14 12 2 3 31
type C 2 2 1 0 5
Serology & .
Genotype anti-HCV (+)  18(14.1%) 35(53%)  1(4.2%) 96(969) 0 150
-y 5 21 0 45 71
$ESR 2 1 0 18 21
Both (+) 4(3.1%)  7(10.6%) 0 12(129) 0 23
20094 A 107 62 15 52 3 239
HBsAg (+) 12(11.2%) 10(16.3%) 1(6.7%) 9(17.3%) 0 32
type B 6 6 1 4 17
type C 3 2 0 1 6
Serology & )
Genotype anti-HCV (+) 3(2.8%)  10(16.3%) 0 47(90.4%) 1(33.39%) 61
L Xt 3 0 3 0 11 0 14
$EER 2 3 0 27 1 33
Both (+) 1(0.9%)  2(3.2%) 0 9(17.3%) 0 12
20104 A% 234 77 41 39 0 391
HBsAg (+) 29(12.3%) 8(10.3%) 2(4.87%) 10(25.6%) 0 49
type B 18 4 2 5 29
type C 1 2 0 1 4
Serology & )
Genotype anti-HCV (+)  11(4.7%) 6(7.8%) 2(4.87%) 35(89.7%) 0 54
i -5y 7 2 0 23 32
$ESR 0 1 0 3 4
Both (+) 5(2.19¢) 2(2.696) 0 9(239) 0 16
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£+~ E#ER HBV ~ HCV AR &4

N=47

EHERHBV SR

19.1%

80.9%

mB type

ECtype

32.4%

N=108

EHERAHCVEH

O1a
| 1b
O 2a
@2b
O3a
E3b
O 6a
ae6n
LE 3 &0

50




&+— -~ #%&ER HBV - HCV A F B A

#%&HERHBY M

11.8%  2:9%

mB type
mC type

OD type

85.3%

N=34

36.1%

N=

36

8 & MHCV R

11.1% 13.9%

22.2%

2.8%

O1la
W 1b
O2a
O2b
H3a
O 6a

L Ea &P
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R+ = EHHERA HBV BRI ILEMIEE RS M

X % & W B BAT X & A

HBsAg anti-HBs anti-HBc HIV(-) No. 2165 HIV(+) No. 305 Total No. 2470
N N N 162 (7.5%) 17 (5.696) 179 (7.2%)
N P P 1092 (50.49¢) 126 (41.39%) 1218 (49.3%)
N P N 203 (9.496) 37 (12.19%) 240 (9.7%)
P N P 345 (15.994) 69 (22.6%) 414 (16.8%)
N N P 346 (13.996) 55 (18%) 401 (16.296)

X 88 BB R & R UAKEEE R D%

HBsAg anti-HBs anti-HBc 3k No. 622 ¥ No. 720 i No. 858 £ No. 245 A g No.25 Total No. 2470
N N N 56 (9.0%) 52 (7.29¢) 55 (6.49¢) 14 (5.7%) 2 (8.09) 179 (7.3%)
N P P 207 (47.79%) 375 (52.19¢) 410 (47.89¢) 120 (49.0%) 16 (649) 1218 (49.39)
N P N 66 (10.69¢) 68 (9.49¢) 78 (9.19§) 26 (10.69¢) 2 (8.09) 240 (9.79%)
P N P 96 (15.49¢) 123 (17.19¢) 149 (17.4%) 43 (17.69¢) 3 (12.09¢) 414 (16.89)
N N P 107 (17.29) 98 (13.69) 154 (18.09) 40 (16.39) 2 (8.09¢) 401 (16.29§)
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