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SRR ﬁ%%‘f TR FLARETFAF A FLIE T 5T Ry o

ABFRITAITE A A HIV-LAR LA A > v g 4 CRFO7_BC
3@ BB CHEFE S G 0 Aw i 17.2% (102/593) % 99.5%

(590/593) = 134547 1 » A H R - ¢ ~ B AL S

P

gz e > H EFgl = s VAR =E o
BxP S FRITNBLA LB LAl (bl4e °

B AP EMG N RPE RS REA R AT RRA
FAORAEHE S Al FUZApMERTFT 2 HAE LSRR Pt

S I A % AFAIE 2 23 B

W»

FELERARLIRERTFEL AL T EL L H A LE R

N

N A4 P [ .
ook g o

7

S

Mets @ EHpaE ~CAFE CBAFE C ERR S

e P



Fe e

Background: The AIDS virus molecular lab continually surveillance the HIV
virus strains circulating among prisons and jails in Taiwan during 2004-2006.
By using molecular epidemiology methods, we access the distribution of
subtypes of HIV-1, HCV and HBV in the injection drug users for supportting the
information for disease control.

Methods. We collected the newly HIV positive patients from severa jails or
prisons in Taiwan. Blood samples and questionnaires were collected from 132
HIV-1-infected outpatients and inmates in prisons in 2006. PCR, DNA
sequencing and phylogenetic analysis were used to determine the subtypes of
HIV-1, HCV and HBV.

Results: The mgor subtype of HIV-1 circulating among prisons and jails were
CRFO7_BC. The prevalenceratewere 17.2 (102/593) and 99.5 (590/593) for
HBV and HCV respectively. The results of HCV subtypes showed that 2a was
major subtype among different location, coinfected with HBV, and 01 AE
subtype. In addition, there were several subtype such as 3a, 3b, 4, 5a, 6a and 6r
that were newly been found in Taiwan.

Key words. HIV, HBV, HCV, Co-infection.



% — & ~ HIV/AIDS /i 7 3hn

p 1080 # % R R 23k b1 X LA L g EE (€% - Acquired
Immunodeficiency Syndrome > {§ £ AIDS) {6 - 1983 # A i d R * 25+
(Human Immunodeficiency Viruses: HIV ) a3 & 2 3> K7 = L & e 5§
BE R ERAEE R K o 1255 UNAIDS e 34 » 2005 # 12 7 >3 33
EHIV # RIAIDS 5 & A ey b £ B2 L 4 o pteb o B3k E AT
%‘%’wawﬂi4w4’m?*éﬁﬁﬁA&QEﬁ—¢§&ié
( http://www.unaids.org) » F]et » € Eos B 5 2 IR &R E o FRRAL o

Sﬁé&%%ﬁﬁlp?ﬂg?ﬁﬂw 2 1% % (Yao et a., 1996) 74 » 42
Py (7 FT It %‘f‘},%?% it F R A s 0 £ 12006 107 & ok 0 HIV
B4 4 4 #cs 132550 AR E 95 2B % 4 %o 9553%
(12,662/13,255) > H ¢ 1§ M4 A 5 %1:91.48% (11,520/13,255) » @ & # >
o B 20-39% (F 1 7273% -~ % 18236%) FE G oo S E BREHR L
CRpat Fo AT BER S AP R L AR :-%ff%ﬂ:g— ¥ .3 2004
Eprgd GG FL Mg AR A EF A AR e T R R
BrEFF kT A o AR T o B FIERE RS FRE F T R
B R LA Feont o 5 P A g% [2001 1 0.6% (4/626) ~ 2002 :
it1.8%( 13/720)~2003: 3 % 8.5%( 70/819)~2004: % # = 29.5% (446/1513)]
Chttp://lwww.cdc.gov.tw) o d it enF Al dgT o FP) FIFER SRR 2§ %
e TR R EREUEF o d AT ERI AR F T ER
PR ASEE A F L FLEPN AL G X S ex F 5 42003

E2004 F > Hop RAA G - RHBHE  FAAPRESBE 0 B8
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-~ HIV TRz FinimmRE

HIV 3t F r}igér:”rfgai % ( Retroviridae) # # Lentivirus (Chiu et d.,
1985): 1 & ¥ & 5 HIV-1 % HIV-2 & 4] (Clavel eta., 1986) 4 4k p 2t
L R R S g rh (2
I EREFEETRE DG ORRNNTREEREN AR R oo s
HIV-L & AFIL GRS HREF 0 Flet g S A RS RRDIER 2
i G LE

HIV-1 i 2 3% B b2 (env) 224 36 (gag) (hAFIA 7|77 &
A 52 & F(Major group ) & “F#(Outlier group, O # ) 2 #7# (New group )
Z4x¥Eom ALY X 0 5 AB-C-D-F~G-H-J % %4> 11 % circulating
recombinant forms (CRFs) AECM240 ~ AGIbNG ~ AGICY032 - ABKal153 -
(Heyndrickx. Et al., 2000) » f *t ¥ i & & D15 4] 5 B ArEchp 4 224 F
o2& 0% Ad el ¥ (Cameroon) ¥ % (SimonFetal., 1998) -

HIV-I AR A7 d (Fit) 222 AT 22 pi3 g
O A ek k SLe R ch& F 5 B (Dougherty et al., 1988; Hu et a.,
1990; Pathak et al.,1990a; Pathak et al.,1990b; Regoes et a., 1998; Temin et al.,
1993.) » s # Ip i AZE B (progressor)sh R o 4 47 H P HIV-1env 2 5]
P C2-VE 2 $BARATEF TLY 0 T V3-VAVE2 Hit kg
tp - (Bagnarelli et al., 1999) - — 4@ 3 > Apfe FAIF g B 2§ /) » 15
%> I ARG F %R (20-30%) gt ¢F o A FIAFIE oA fhih
1 3R.(Robertson. Et al., 1997) » { #7 1 HIV & Flie s el » &9 %3
AFE LT EpAa (Li.Et a., 1988; Huetal., 1990) -

Eppd G (BFAA) A HRT ALY 6} ER BT



AR W HEE 3 G o HIV-1 env 2 gag A T A 7 s 454 B F & o9n 4
(Gaschenetal., 2002) - i@ e > & » HIV-1 dpol s £ B A7)
5

\M

|B2RBER gL Roabf heod ARG B HV RERGH Y 4R
A ad A H pol & FE 7 "h’im%'f’}mjgﬁg”‘«}'ﬂﬁ“’“ ,
poane miE O ¥Fopms ¥

B I 3

i

¢ ¥ NNRTIs (Non-nucleotide reverse transcriptase
inhibitors)sg e 3= & 4 F % 14 (Descamps et a., 1997; Quinones-Mateu et al.,
1997.) o ¢+t > HIV-1 G H 3] (¢ &~ 3 &AL 3) k9 pF 3 Fralfl
(Protease inhibitors) =it < |4 (Susceptibility)~ $i i< » @ F 47 4] HIV-1 » A
¥ NNRTI et 5 |+ 7% i< (Apetrel et al., 1998.) o F]#t » & fesk + HIV-1 37
A g & EBL A FETEA o £ K HIV-1ehdes b E 24 Y e
MMl R0 AR feh o BB 2R PEF - et P
o ¥ HIV-1 ch BB 24X 5 > ARG TR I 2 g AARRc¥m 2

m}}%.sr A iHIE zr:r.w}; BN B o

BEMFF AP G 0 2 HIV-L B 2397t 7 e & 53 I A
Aas 7 4pke (Chenetal, 1998, 2001 - Ouetal. 1993) - F]* - fd A F A
Flens 7 o Mg BT R HIV LA 7 B hF e nFavkiE o B
S SR O L AR U Sl ST e L R i R O R

23k HIV-L & 3] en 0 & 1090 & i 229 # o 3% 7 ;t,,u'g»ﬁ T
A R ENE T RS R SIREB LA e #
BLal M EFEal i Awms# - 2 EBLI  ¥- 2pe47 ACo
D FifrGH A ;AfcD 3|2 & a2t » H ¢
#3845 CLAlmal> 1282 B-C~E %17 % 4 (Brown et

a.1996) o e B ITAE > H HIV-1 LA # paggse > n L LR



Abl R RES AT LG BCELRG HARDB LI EEF AL
B~C-E-F%3 (Marioeta.1998); = 4%p| 2 E Ir 3] 2 i (Menu,1996) ;
PR & A~B-C % Al(Dietrich et a.1995) ; ¥ B+ inZ 5§ B
%2 C I Aeha £ (Luo,1995) - & 4 %+ %< I A~B-B' ~C~E~F-G
£ A< HIV (Chenet al., 1998, 2001 ) 82 28 HIV-1B I 4] & 23k~ 7 4t 5 e

Prry- o td wEgELERRSAE B LA T HIV-1F 5 &
WA R S R FFLIRFRE ] S B FAlpA i a0 A g

B &4l HIV-1 3 e ja s

P o finiien HIV-L pdtha &0 B L334 a2 wais
1988-1998 & ¢ ## % e 879 = HIV-1 g 4 & enf Al enFplsgs » H 9 42
HIV-1 B g% 3 8 R %4 HIV-1B % 3](68.2%) % E ; 4](29.5%) 5 * {7 12
2B LA 5 (28%A~139%B56%C-72.2%E~28%G); a#i%it
WEFEY 0§ 682%5 B LA ~318%: E LAl kL TR
HEF S BRAEZBAF RS LR F HIV-L ERGR%GFF o 07
ABE 2 G 0 AR HIV-L R LenE sk ik brade it » PR L3 B e
LART L T B HEEEY > T FRRIERSPIER N A kp 2 'J
e B I A BrHg 4o ch48 % (Chen et a., 2001) - @ & ¢ & L - H# &
1999-2000 £ e A1 A 45 ¢ P BETI B H A &9 L HIV-1 2 g ¢ é P =
484 (96.8%) » I B BT kP endEg 3
# $k(Chen et a., 2002) - o ** 5 & th#F7k BC £ 24 $x(CRFO7_BC =

L

£
—‘F’{ EETF IR -tk BC £ &

"FE
3

CRFO8 BC)f# {73t ¥ B« prs #8 % » ¥ 24 K8y
etal., 2003)  4c b SigArd Bl K REAVL AR o FIptd SR RO B/
EG md ko A- s ER ik RAFY B mapd e 7
ARE T RRA BT 58
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FZOE S FIRE AR A HIV 200 7

1P FARAL L2 ES Y REAINAT T O TE R SRR
Flig k& 5pTHBisEN? - %3 A8k d AR4 tETL Lz EL
1o A ficie B oS 180528423867 6,446 4 ; FliE Kk 4 5p T IS0
PP R kd Ak d AL L EIL L EL Y AgRA S 3434
2,965~ 2,080 ~ 2,764 % o d p B AT BP E4TE 54 Boh Bk e endl
B (GE FRINE A, 2004 ) o

&?Wi%ﬁ@%#ﬁ%%iﬁﬁﬁﬁﬁﬁa’ﬁ%%@W£%%i
T4 5 2003 # HIV/AIDS s #Lai7 » 1981 & » @ o5

'F'l‘ ‘%’K—l'l”% » H g2

4:»»

%-fa” IHIV/AISD 20 g 4 & % :iF 73%;1994 & & 1997
£ e R Manipur e PRI b # T H e R TS L 25%~61% 0 %
o B Y 2 TR B 7 F 4 50%~85%2 B 0 1T ko pE g R
TR argg > d 2000 #E T E 62.7%"% 1 2001 & 1 40.9% > 2002 & {
31 241% > ivg 50%0E R A K%'ﬁ”ﬁ X h FLEReniT 5 E 3 WERF R
Jﬁﬁf h”‘#ﬁ'fﬁr’g’j_20024’11”%;‘1?%:}}%555“l”ﬁraxi417%,,ESlw TR

H el (ERER A& T76%) &

1998 # > M+ 81%: i k4 X § £ % $5ienfs 5o H ¥ 21%eh4 & 2

A R BRI R LR R

§HAE LA F A R PN S ARG PR R 61996 & § g B
%% 9.6% > 1 2002 & ¥ 1 29.25% ; 1996-1997 & ¢ FR & 4 2 it
A 5 8 mopd BT 59 5 40% (WHO,2008) » F1st » RIR 2 30 &
$HF R R s 4o AL A eh- gk HIV-1 3 1 HBV 2 HCV g % i
PR e ol R g e b b R F R HIV-LB B R 2L

SR AN 2 HIV-LE 4 o~ i AN Ry



& ~ HCV ~ HBV et (F 3w

2 HCV (HepatitisC Virus° HCV )& 3 » :ﬁfa:i K,ért 7 .33 & nonA. non
B A1+ ehi Fvh > 2 E5l4e g and & &g B °2&©1§’%§E%§=“ S
CAPF R hAF N7 A2 648 (# 55 1-2-3-4-5-644+3])
2 2% 5 a0y Al(bl4r tla~1b~2a~2b~3a.. 2 ) wlakwm o F A
E M ST AT INIbR F A AR B RS A
BRfrEk X JlERFen 2a5 F P EAF RS FN L B RS £
M 5 la~1b~2a~2bfr 3a & FlAl L Awm R gk s x4 AT
A F AN LB F B Efrate pA 6ak FA o W8 3 B
% # (Bukh et al., 1993 ; Simmond et al., 1993 ; Stuyver et al.,
1994) o g ¢k > ;ggi REORAFIRA > ek B B L H DA F o ?‘ﬁ
F IR HBV ¥ %~ = 8 f A F14l & (A-H) - (Norder et al., 1994,
Stuyver et al., 2000, Arauz-Rmz et al., 2002). & ~ & & ~ 2L %
MEHGFRALASEF A BE CHA A G Bl F L=
P A s K RA RESDPREER D KU 5 A
ARG RA D EFR@EL Y B %27 Ak %-n ELZARNA
g 2t - & 4 % 3 (Norder et al., 1993, Kldd-Ljunggren et al.,
2002) o b > G L A A X E R~ 5T BRI E R LR
# strain(Stuyver et al., 2000, S'anchez-Tapias et al., 2002) - @ F -
HfAleas R 2w 23 F 4ok B 5 % (Norderetal.,
1993, Arauz-Rmz et al., 1997, 2002) - g 4 7 & %135 C 3] ”‘-‘1"(?}?‘5
&0 iKY EAA T RTRAE B (Blde 1b 4] &+ 3 2 v ribavirin i
Kt ¥ TAERF ) (Nagayamaet d., 2000) « 5 » #7554 A 13 &
ek R A4y £ e

BohHCV B Y B L T RE o a HBV Rl L4 5 0



SHCRALT P REATREAE R AER BN P A o
Bl o MR R K2 HCV e B 95 0.2~2% - g% &=
Rl BB B AT HCV S G R G B % g

¥

oy

A B i F2 anti-HCV Bt 5 9w 3 5 - 345 5~10

=t

BoomEZA HIV kg o B d Rl E anti-HCV B v F a =
PEF-LFRO208 2+ TEARFIEHTRFLAE
FCAWLeFmT I AP FEANLAHEREFSHE B
PFEHE N CAMFLZpa 2R s AT BRIERF TR
ARAEECEABIEALE  FFRE A CAF LR B LT
PERFIFCRBpRERAFFETFE DR > BE T CIUF LR
AENIE G HEREERA R R FH R HE R (Eric e
al.,2001) - A agcham g s ZRERFEFARAE > FFRE S C3I
LN g de i AFER oG

2L ¥ FAfopFh E - (Soto et

al.,1997 ; Darby et al,1997) -

PHRAFHTALARNOBEY ! T AFME L2 F 4441021 & %
gty LF A AT T E IR TR YA IS 0 BT B KA
%3 559 = ik 54.8%; & F 5 A FIE ki3 CRFO7_BC ik 422%; £
5 CRFOL_AE it 2.7%; ¥ ¢t > C H A1 Al ik 0.3% - L% 7 I 5 ' %3 HIV-1
LA A GREA > PHERBBE%EE S L B LA %32 774% #
¢4 4 35 CRFO7_BC ;3] » ikt %31 4.8%; @ FIE8EH > 6 5 B
4 4323 B Ao ikt e O75%; B EEE KB EHLI BT
A5 b s CRFO7_BC T AR % A B a3y g m > 27 4t b
%% 11 90.7% (NSC report) - » 9 % % 63 %7 7 & & 7 ,1988-2000 # 1%
om0 F 102 4 (i 2R E ok & 85%) L HCV B i@ bz 4 g
# HIV 2 HCV sy 4 ¢ - B HCV ehl B4l 4 @ fF4; 5 1b subtype
(27.7%) > 2asubtype (26.5%) ° F FFR % % 4] HCV g4 ik 31.3% -



d %8 HCV -~ HBV ehi® 4 ¢ =g HIV-14 2 5 0 > 397 J d 4%
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A HFEARRSAYVE AR RS LR A HIV-1- HCV » HBV
s o F o AP HFY P AR L D1 444 2005-2006 £ 0 E P
@R FE poRF e A T HIV-1- C AP =1 s B AP 2 AT H A4
732 A B4F3F HIV-1~ HCV ~ HBV 2 & 714 & 8 %% F]5 B e 1% 5 3
TfE HIV-L A7l 2 B2 42 HCV ~-HBV LHAIFHRI MG ;41 /3
CRF-07BC 5 # & HCV ~HBV % & % 2 1) o &35 F #-5 24230 e py g o
A HETRCREFCERBEORE A g R TR C A B AT
TR A e T 2 BN g Rkn > ig- ey CRFO7_BC I 4% HBC %
HCV A F1 2|2 2 5 B (5> @ gt 52
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PrREaR

p?%@ﬁﬁﬁéﬁﬁiéw%*ﬂﬁ*ﬁi 10 BBt Tl 2 R 3
AR EIRNEF S FATRERN FAoT
A r’%ﬁ?

pPFodEH (M2 E) KT ER (R ~R? ~ 37 /B/EF
AE )RR (R S A s A A sl ) B R (2

RED S FELAED ) p B (A BEE R EE) B
I

FoRi> i
(- ) HIV-1 3 3] &~ 47

BBz HIV 3] 4 45 27§55k N RS p2 % 484 7 is(Nested PCR)
3 E o RS 447 gag & pol ¥ AT I Al e 45 o F S FdeT
(1) DNA £ :

fl* 7 3 4usdl (EDTA) hit H 4 5~ ket b i iadl 4o 5
Hak= sk o 41 * g5 (Phenol) 2 % % (Chloroform) %3~ = 3k 3 § ¥+

fé (Lymphocyte DNA) » 5d JFpd ik 16 13 2e30-20C 7k 4 » 2T R E B
FARGF AT B A TR L B R o

(2) Nested PCR :

U K drensl S > <« L4 Hm 4 DNA p s F 5 & ItPCR ¥
i ¢ F-1849 (sense) # R-3500 (antisense) iz¥tsl+ - A& w] LR %

12



& %7 1.7Kb m)}%* HE (pol region) < EA4F®E A - B EFL B PCR
product it = 2nd PCR FF#7 % sntemplate’ 51 3 = & B|:E * MAW26 2 RT-21
B 5l o BT RE S £ o RS JI* sequence primers -t £ R K
15Kb snf %15 7|23 4 o @ PCR #74 * & condition %2 % ¥t primers &»

sequence 4 #roT -
1st PCR

F-1849 (sense) : 5'- GATGACAGCATGTCAGGGAG -3
R-3500 (antisense) : 5'- CTATTAAGTCTTTTGATGGGTCATAA -3

(One-tube RT-PCR) & % & ik & % 0.2 g DNA ~5X reaction buffer -
0.2y M dNTP~03u M sense £ antisense 5!+ ~1.0yM MgSO, ~50 U
AMV RTase ~ 5.0 U Tf1 DNA Polyase > 12 2 4 3+ k& » & ¥ 38 H 5 50
wle® & 353 t5 3 » DNA Therma Cycle( Model 9700 Perkin-Elmer Cetus)

EF

FRRiB A2 5 48C 45 b HF A L 4C 244 2 10Tk 208
X_94°C 307f/ 54C 1424 ~68C 244> £iE(7 40:'(??1‘;%\' v ks §_68
Clolv\ﬂ’ﬁ,;g@‘ﬁ}@é%\;wj&%ﬁ%ﬁ wiF L 4C -

(-4 PCR) %% F ik & % : 0219 DNA ~ 1X PCR buffer ~ 02 M
dNTP -~ 0.2 M sense ¥ antisense 51+ ~ 25U AmpliTaq polymerase » 12 %
I RE S F G RMH L 0pul - R EISF (S 5 22~ DNA Therma Cycle

(Model 9700 > Perkin-Elmer Cetus) &7 % & o

F iz s 95C 2445 H¥HE.94C 304 ~50C 304 ~72C 1~
#8304 R&FF M4tk B T2C 10448 BFBF B2 i
B 4C -

2nd PCR

13



MAW?26 (sense) : 5'- TTGGAAATGTGGAAAGGAAGG -3
RT-21 (antisense) : 5 - CTGTATTTCTGCTATTAAGTCTTTTGATGGG -3

BHERER S 2041 PCRproduct ~ 1X PCR buffer~0.2 4 M dNTP »
0.2uM sense ¥ antisense 3!+ ~ 2.5U AmpliTaq polymerase» 12 2 4 #g+ -k
o2 FRMHAE S SOul-REE5 % > 2 DNA Therma Cycle (Model
9700 - Perkin-Elmer Cetus) 27 5 Ji - ¥ BiE42 2 95C 2448, ¥ 2
94C 154 ~57C 204 ~72C 1 »4 30 ) > £ :&7 30 = A%k » & fo A
T72C 10 448 > % BB F = & 18 et adF 4 4C -

B 6B~ 51| PCR product :& 7 1.2% %" 887 A 4 47 » rrxanig fl (s

%N

AP L LE R IH PR F AT BT AR A A

Sequence primers
pol-1 sense 5-GCTAATTTTTTAGGGAA -3

pol-2 (antisense) : 5'- AAACAATGGCCATTGACACAGAAGAGAA -3
RT-a (sense) : 5- GTTGACTCAGATTGGTTGCAC -3

pol-7 (antisense) : 5'- CATTTATCAGGATGGAGTTCA -3

RT-b (sense) : 5'- CCTAGTATAAACAATGAGACAC -3

RT-20 (antisense) : 5'- GAAGCAGAGCTAGAACTGGCAG -3

(=) HCV LA~ 47

B 140y 1 z anti-HCV [ 4 = ﬁj{rs’g‘.ﬁ RNA 4 B o B~ 17 2
RNA ™ 3513+ A5:E 7 RT-PCR » # RT-PCR 2 2 2. cDNA & 74 #
2 PCR» # * ¢35l 3 5 S7 A5 »PCR F &4 5 94C 5~ 4 >
f*’“ 94°C ~55C ~72C + 1A~ 4> & 40 %k s {8 £ 11 72C 5

& 48 % i CDNA 2 3 1§ o

S7 AGACCGTGCACCATGAGCAC

14



A5 TACGCCGGGGGTCA(TG)T(GA)GGGCCCCA

At % 4eh 2 PCR A > 11ie 7 HCV » 412 & - 12 DNA 2
Htg o AP35l 3 R ERL1(F 3 ST S2a~ Glb~ G2a~ G2b ~
G3b)- " &£;% 2 (S7~ Gla- G3a~ G4~ G5a~ G6a) - PCR ¥ Ji i

-

5 94C S5 44 B F 5 94C 1 424 -62C 1 424 ~72C 1
7

Nk £ 35T Bfs 72C 644 P % F B2 5o # PCR

|3
¥
NG
i
LS
pe
W
=3

O B A S I | HCV mg}lﬂ;n\ ill o

S7 AGACCGTGCACCATGAGCAC
S2a  AACACTAACCGTCGCCCACAA

Glb CCTGCCCTCGGGTTGGCTA(AG)

G2a CACGTGGCTGGGATCGCTCC
G2b GGCCCCAATTAGGACGAGAC

G3b CGCTCGGAAGTCTTACGTAC
B AR 2

S7 AGACCGTGCACCATGAGCAC
Gla GGATAGGCTGACGTCTACCT
G3a GCCCAGGACCGGCCTTCGCT
G4 CCCGGGAACTTAACGTCCAT
G5a GAACCTCGGGGGGAGAGCAA
Gba GGTCATTGGGGCCCCAATGT

FREZT{LE-HALAHEF >+ 7 d PCR 42 NS5B region #1
A

P27 A F B 7] A 7 (sequence) o (T F 4T

15



B LB~ 2 RNA 1231 3+ NS5B-R1 i 7+ RT-PCR: # RT-PCR
A 2 2 cDNA {74 # 2 PCR> @& * ¢35 3 5 NS5B-F1 -
NS5B-R1 » PCR 7 JiziE#2 5 94°C 54 48 £ % 5 94C 14 4 ~
45 C 1~ 4 ~72C 1545 4> %= 20@5%:#—%‘94@ 1%~ 4 -~ 58
Clr8~72C15 448 0 % 203k 5 (s £ 1 72C 54 48 &k i
CONA 2z sty - & F & * 4~ 2 2 2 PCR product * i % = =
PCR > i * 151 & 5 NS5B-F1 - NS5B-SR2 - PCR ~ & &4 » 94
C S5+4 > &% 5 94C 144 ~57C 144 ~72C 1.5 4 4 >

+ 35 % Fk > e 1 T72C 54 48 Kk i cDNA 2 3 7 o
NS5B-F1 (sense) : 5-AACCACATCCACTCCGTGTGG-3
NS5B-R1 (antisense) : 5-GGTCTTTACCGCCCAGTTGAAGAG-3

NS5B-SR2 (antisense) : 5-TACCTGGTCATAGCCTCCGTGAAG-3

(= ) HBV Z 3]~ 47

LA ATF A5 d P DNA» & F 1 PCR 2 54 3 4% 4 2~ HBV

PahSgener 2 B f BFAFRE A AT o (FE AT

B £ 2 QIA amp MinElute Virus Spin Kit % B~ i ¢ 1 DNA >
i# 7 PCR # %P > 4 # 2 PCR- @ % 151 3% 5 HBV-SF1 »
HBV-SR2 » PCR F &4 5 94C 5 min> & ¥ 5 94C 1 min-
45C 1min~72C 1.5min> £ 20 %% ; £ + 94°C 1 min~59C1
min~72C1.5min> % 20 % ; & & £ 2 72°C 5 min % % cDNA
Z HtgodkF i 4~ A4 2 PCRproduct % it % = & PCR- & *
151+ 5 HBV-SF2 -~ HBV-SR2 > PCR * RiE# 5 94C 5 min-
#F¥ 5 94C 30S-62C 30S~72C 1min> £ 35 %%k > & f
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12 72°C 10 min k @ DNA 2 3 tga F & o
HBV-SF1 : 5'-CCGCGTCGCAGAAGATCT -3
HBV-SF2 : 5'-TGGGGTGGAGCCCTCAG-3

HBV-SR2 : 5’-GTCCACCACGAGTCTAGA -3

(e ) RFE 7] % g 4 8 a4 47 (Phylogenetic Analysis)

# PCR # 3| eh ¥ B (F A F1 R 5 A 4515 » #9718 3| eh ik F] 5 51 12 5088
BioEdit £ & (alignment) & £ ] * ##8 MEGA 3.0:& (7 ZL F|1 & 7] 5 bug 4
& 47 o & 1000 =x bootstrapping € B Pk is 0 # * Kimura s
2-parameter model - & e 4t > f] * Neighbor-joining method % & =
consensus i ¥ & 71| s BusF 4 F Y 4 (Phylogenetic Tree) o #i¢ * & 7 4p b
#o2 & LAl A kP~ LosAlamos 4 F1E -

(1) AFIEEpmE A

B R i ),%aar 447 @ o AT E Flenpol £ 7] 1849-2653 F 7] it R
AFF AL A AT FREZEB L] 0 MIB BAFRAFE B A 47 o 3
P41 * Simplot #i %8 7 bootscanning % 45 11 pol & F]1 % £ 7 it 5 e HIV-1
e mE ReFG 8 B 5 B H (mosaic structure)  (Piyasirisilp et al., 2000)
A4t % A s HXB2» U455 (subtypeA) - RL42 [ ¢ B4 B B
3 (B )] eth2220 (subtype C) » z2d2 (subtypeD ) » £2 93th2 ( subtype
AIE) - & * 2§ & /2 5 maximum parsimony ° 4 #74L % = /| (window size)
= 100 B ¥ H p > £ % BE 4 (overlapping step) 7 10 B % H & o
transition-transversionratio = 2.0°% 45 i pol AFIF &5 ¥ a2 AFE e
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N y 2 . 24 ‘T /2\27\}]\':']1_]_
ity BNy AR M B o3 ¢ Rl S S I
=% ¥R HXB22Z =% » *7
47 BLEE 5 7 BLI- B H R
el 2 a e ] Aio
B A TR AA AT 0 AR A T E ey Bhann v R
A Z
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B2 E TR AT

FIHAEE ARG P F RIS R R F Sk
HTORGE ~ o2 ph2 1537 SASB2 4K SPSS105 £ e 7 TR A
1

J,

N

fo gt

IR RN AN SRS TR U

SRERIE LT I0E R 4o U d o

LA T e dc iy

1t (t-test): @ S eI Loz 2B KT (FE)-o

2. F3kE (XPtest): L BERAAGILEE FOME > E A 2x2 7
A 0 B BEET D AR AR RO 2005 RIER T 2 oM

# %_ (Fisher’s exact probability test) -
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=

i

e
ik

Fo 8 HIV-IBRE “Hfcf 4 2 4 0 F A AAL YA

AREE 20058 10 3 SRR R SRR oA S
PERCSEF I BHIEZR S5 Y S H -2 580 F 4l o 2 ¢
12 2005 4wl F engs Bl S R A K ik 2 Bcte W en 77.6%  (457/589) > @
2006 # g4y (132/589) Rl 2#ck p ZHk- § o

¢ 1T B’%\‘-/;}‘l:_—%

FREMAEDAAACERSNM, NPT FERELT HRBXE S
(2005:91.2% ;2006:835% )» ##& % 5 21-40 %k > & v /2R P %
H

5 H
Pl 5 o ook & HIV-L A G g ad
w A %14 (CRFO7 BC) % % (2005:91.9% ; 2006: 72.4% ) iz & 2006
EF RS RS B LAt b f EE g o
g TR Bk TRk

FEEEE L T
-DOH95-DC-1041 2 DOH94-RM-102 » ** DOH95-DC-1041 :+ % » s e e

ER
FET 2006 Fd T EAjchenigi s 58 F 0 Tt o A E A PRE
FREHIH-E T4 d Ao le @y o
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A

FoH S SR RT TR A HCV AT A4

HCV A F & 3] A 472 G E B A ¢ ¢ 35 2003 & 1o #7354 07_BC
MR > U Z RS R 2004~ 2005 £ B 4 07 BCHdl > 4 ~ ¢ v 3 & =

LB BREBRE A 74 B4 Btypes 2 CRFOLAE 2 #4 » F 54 &

BBy 120 0 A F b A

07 BC 07 BC 07 BC Btype 01 AE Total
e S - IR
(iR (&7 ~afkgF?  (fag?
1B g =) A 1)
24 )
n=30 n=30 n=30 n=20 n=10 n=120
M EBZ R E ks (R-Alz A45
HeEs kT H - TR %7 o ik A #icen
v 7 AR L i A g ; 7 ad
BA foen U R S it : 7
AN K I AR g ; 7 E > RE A A
; 7 R A B ; 7
it >R85 A B ; 4}3 B A B ;
7 AR N g °
%t“iﬂw‘bfﬁruz%;&i ﬁﬂ]@?@ﬁj o k>R A eeh
E e BEE
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FZH S SEF REAIE A HBY AT 449

PR A FOL XEAzgi ki B g o FAErY a2 BEAT

Pes il (22 ) RS T R /w\*&;fé}}is—w? Al B A 25 i+ 0 ik >
8 A #183.3% (25/30); C ;A 5= » ik >4 X #.16.7% (5/30) ;12 5

A 7 (s fh %2 70% (7/10) ; C I

\4
R

AP AT RRA
Al 30 (B EFE G 30% (3/10); ¢ 0B I A] 15 = 0 ik gt 3% a0 88.2%
(15/17); C A 2 = » (b %5 11.8% (2/17); a8 B 4] 3 = » ik

#:100% (3/3) ,m & C L3 -
d PR R AL RS BT TP 0 H i 3B I 3] &

A0 AXECHA  frRB S H—R o
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ARAPASL HCV g3 5 ¢ » #FREP 3 B1ur 2 5 € HCV

TARAEE S F TA ik 24 4 Hen 61.7% (74/120) 0 # P i shis

o
-l

FAA X AARR G AL LR AFRIRE TGS Do
A A SRt ¢ mutiplex PCR & 2 2138 1 HCV &7 31 5
23 =5 b 2 A Hc119% (23/120) (£ - )s @ HCV ehp 214 & 4
30% = + (Semin Liver Dis. 2000;20(1):17-356 ) » iz ¥ #_HCV
AF Y LERA R A R p AKRE > FIUBRIEIES bl 1R
BHHFE e i) HCV pa stz & o
AR R A T \rgi,grs,gbiﬁ;i;g\;;{@ Btype 2 01 AE
e Y > H HCV 17 4] ehA (73517 subtype 2a % 3 0 R fe A §
3301996 1 2002 & Arit e HCV A~ 78 % — R (% ~ % ;Data
not shown) -
FRAAPSBEY & FRITHNRASEFEDHCV A (bld4r
3a,3b, 4,5a,6a, 6r) iz 74 A 1996 T 2002 & #1iT e HCV 47 4] &

TER

/v‘\
She

15 5987 3 R TR T A PR s AR R A R R
HCV %@ » (- )-

¥ 5o AP HBY AFAET (B LA 25 ik 2
#:183.3% (25/30); C LA 51 > b 248 A #e16.7% (5/30) > ¢
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2 b S — 2 ~ e g 2 a £ a‘fﬁj
SER e LB F ORI - R T ARKHCV 3 A7¢

-

SN - LA 0 TR S ~ S g ;F"
Tt S s AP R p] At Sy m%?’?\»-%ﬂ !

FEER RS (22)

26



— i R AZHCVEE L Y o FRA B0 2 5 FHCOVE AR 4 X
B % (741 74/120), %) & 20 R & e 4 £ B (PCR) 0= ;4 @ 3IHCV #
FIR 7 A FIF b 47 ks 3l Ml A TR PFE G B 75 ok
A T H 3 4 A B R R FIE R o 22 A multiplex PCR¥
*HCV 4 3| chi gx & % 88.8% (OURNAL OF CLINICAL MICROBIOLOGY,
Jan. 1997, p. 201-207) » y+ > 2 #F A 2 2 E - Fpt > AppgwEy P oo R
P e R B FEHCV A A 2 > I A8 5 EHCV L AR 4 &
7Y 0 blde t HCV Lipaassay » ¢ f & * 5o eh™ 38 R | P & hf
PR FIH A AT o Aot i T R w kg R enHCV I A orig 2 s
32 DT T EGE g

I AN PR kY L FRATIIR A LA HCV T4 (e 3a, 3D,
4,53, 6a,6r) iz LAk RBE AT PTG L N g
FTOR A S B HCV LA hA 7] e FFE (7 2 TR I B o i B

T ATL Al R R o dopt a5 L E- e E HCV AL Al ehig g o

BF g T HCV ot S EAEE A o
o~ d AP EERT B R Y IILF S HCV Rt Al 2 R

=)

FOER A blde bR 4 la2bbabay 0 BEipd LR
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Foo o Y B BE TR B d e B
AR S
07_BC 07_BC 07_BC B type 01_AE Tota
age i o AR o v
SRERD (50 aRF (paFeen
BEEA s 2HRCE)

HCV i 4] n=30 (%) n=30 (%) n=30 (%) n=20 (%) n=10(%) n=120 (%)

la 1(3.3) 1(3.3) 1(3.3) 0 0 3(2.5)

1b 1(3.3) 0 2(6.6) 0 1(10) 4 (3.3

2a 1(3.3) 0 3(20) 1(5) 1(10) 6 (5.0)

2b 0 0 0 1(5) 0 1(0.8)

3a 0 0 2 (6.6) 0 0 2(1.7)

3b 0 0 0 1(5) 0 1(0.8)

4 0 1(3.3) 2(6.6) 0 1(10) 4 (3.3

5a 1(3.3) 0 0 0 0 1(0.8)

6 (r) 0 1* (3.3) 0 0 0 1(0.8)

Single
infection 4(13.3) 3(10) 10(33.3) 3(15) 3(30) 23 (19.0)
Mix

infection 23(76.7) 21 (70) 16 (53.3) 12 (60) 2 (20) 74 (61.7)
No signa 3(10) 6 (20) 4(13.3) 5(25) 5 (50) 23 (19.0)
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Lo S@AY e BEATRA HIV-LE #ed 4 g% 2 HCV L34
07_BC 07_BC 07_BC Btype  OLAE Total
# oo e 30
R PERE PosET (em g FAT)
¥g =) TRt E)

HCV %3  n=30(%) n=30 (%) n=30 (%) n=20 (%) n=10(%) n=120 (%)
la 7(233) 7(233) 4(13.3) 2(10) 0 20 (16.7)
1b 6 (20) 2(6.7) 5(16.7) 5 (25) 2 (20) 20 (16.7)
2a 18 (60) 17 (56.7) 16 (53.3) 8 (40) 3(30) 62 (51.7)
2b 10(33.3) 7(23.3) 1(3.3) 3(15) 0 21 (17.5)
3a 3(10) 4(13.3) 13 (43.3) 5 (25) 0 26 (21.7)
3b 9 (30) 2(6.7) 7(23.3) 6 (30) 0 25 (20.8)
4 16 (53.3) 11 (36.7) 8 (26.7) 2 (10) 2 (20) 39 (32.5)
5a 4(13.3) 3(10) 3(10) 0 0 10 (8.3)
6a 12 (40) 9 (30) 6 (20) 2 (10) 1(10) 30 (25)

6(r) 0 1* (3.3) 0 0 0 1(0.83)

33



220 ST e BEATR HIV-LE 40 5% 4 g5 2 HBV LAl 4 &

e o A o R o Total
P ERS (2P g rEE T
B A s Z kD ) o)
HBV i 4 n=10 (%) n=17 (%) n=3 (%) n=30(%)
B 7 (70) 15 (88.2) 3 (100) 25 (83.3)
C 3(30) 2 (11.8) 0 5(16.7)
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Data type: Nucleotide
Method : NJ tree

Bootstrap 1000 replicate
Model : kimura 2-parameter
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.0 1a,Us HOW-1 MB2321

1a. PHCV-1/SF9 A AF271632
1a s HCV-H MET463

0 1a. HY7.NC 004102
1a.JP.HC-J1.D10748

— W D285

— 13, HECZTB830. AJZ2T8830
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aq
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—— 1b.CN.HCV-5 AY480204
1b.JP.1B-2. AB109543
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——— 1b.JP HCV-BK M58335
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100l Ga HK csBa-18. AYOT 3866
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~ HCV NGB 2 #1874 &~ 47
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r|_ 2k MD VATS6 ABO3 1663

6a

HCV NBB  347-1037
Datatype: Nucleotide
Method : NJtree

Bootstrap 1000 replicate
Model : kimura 2-parameter
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| D5
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i 0529
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B type -AF2B82918.1
W D541
ik D73
i |l DS03
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-D50517 .1

HBV S 3173-3436

Data type: Nucleotide

Method : NJtree

Bootstrap 1000 replicate

Model : kimura 2-parameter
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