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ARAEBRERME

WA FATHE RXE BAR Hohd
HBIAGEBEF S BEHBERAEN AN 5

w =

CHMKBRFLRERMAMET K ~ FA -BEFXGEIRE - CAFKARPEEZ R B
BE FRERBMGERER » 015 FHENL - FRALEE - RVCHF X R ELAR
BT BAATHITANCAT K RES R 6 BARAY » M ERH)AFIEECUFXIEL
NS5B$Zcore A A A o B AT CRUIT X 76 A T4k & (interferon) $2 F & @Ak (ribavirin) & 12-728
B RMRBRF—HRFZOPGCIFRFEETT » EA40-50% 7 AT H K H ik P

FE o MHEARERZ A FZACKHREMEEM T » A HEL0% T iE RILIKAE o

TR A8

PR R ARCAEM R AR N e RERAM o Bt » ABHRCEM KA - ARCHITFRRE
ZARRAYBRRE G HNBERFERGH A NG ER o KA UFSHHHCVA R 894 5%
BHAH B BHET X - AREER EFRGHCVA B 9 2R B % eg 69 IRt

FA$#E0 - HCVERDEY(HCV genotype)
T3¢ (Hepatitis)
T8 (Interferon)

EE M (Ribavirin)

T

Al

CHUT %97 5 (Hepatitis C virus, HCV) i /&
{E£19894F » FHQui-Lim Choo%1George Kuo<¢ A >
G IEAIEBAYAF % (non-A, non-B hepatitis)ii A
IV AR o B8 E T4 > i P EE L 4
VB E B 2R o 25 0 BIERAEE
—ELTEACHEERLEHCY » tilEES
RN B3 %™ - EHHCVELE - A
70~80%HI N HEEAREY » #9720~30% & 7 2L &
PERRGY > BV ~ BB ~ #E - FER 0
H15-25%H) N\ & K 5% A A i AF TS BR A A

fIJHCV RNA > @£ 75-85% 1R N\ & 18 1%
G s AR TEHCVIBEEHIR A > TEAR 2120
FLA10-20% A REE S RTHEL - BERER
1-4% WAL 95 A S LRl A o
HCVRERNAMAZ » G H P (neutral
evolution) ~ 3 ffE 1 2€%# (adaptive mutations)
978 77 15 SR 2% B ok 7 B AH T IR 3R R RS
BLIHY 2 8 > REAT 77 B 1 ~6 55 /R OR R [ AY
(genotype) * L& [ Bt fd 5 A (subtype) » [
(55 R R B A s R ) 722 52 A P A B
YIRS Mt AN SEAH R > BRI T ARHCV K Y

B A ARSEd MR 7106 AR E TP £359015%

& £ BRI AR EE R R TR A
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A% ¥ B 42 25 (nts)
1 341 914 1490 2579 2768 3419 5312 5474 6257 7601 9377 9646
|5’ I I I |P7| I N|S4[A I I I 3’\
—Jfcoe | B1 | B2 | ] Ns2 | NS3 | | Ns4B | Nssa NS5B —
B A B A Bh(a.a.)
1 191 383 746 809 1026 1657 1711 1972 2420 3011
[ | || LI | | LI | | I
| 1%t & & H (structural) | ’ % M & & G (nonstructural) ‘
P7 NS4A
‘ Core ‘ ‘ El ‘ ‘ E2 ‘ D ’ NS2 ‘ ‘ NS3 ‘ D ‘ NS4B ‘ ‘ NS5A ‘ ‘ NS5B ‘
Size p22 gp35 gp76 p7 p23 p70 p8 p27 p58 p68
| | T |

Envelope glycoproteins: Cysteine Protease: Serine protease cofaclor : s

HCV $2%8 4 i 4 A 0948 4% NS2 #2 NS3 475 NS3 Protease = ###% RARP: %14 A%

PR LR R HCV RNA

Core proteins : #§ HCV
Ion channel
RNA & RH# M B Rz
) (BET@ )
& # # nucleocapsid

Serine protease ! #§ & JE#k 4 &

R AE S ¥

RNA helicase: %25 #745 #

B— : HCVERERED I ERERBLlisolate H77 (Accession number AF009606) A1 -

FECHUFF R HTZHN ~ 10ds L » R R 3
AN E Y o AU EHETHCV E W RE AL -
FLNTURTREIR ~ o REELRA TR £ - 2 AU H hiT
WG R T DU R _EH R EIHCV £ A 73 Al
I (e SRS B -

EE#ERY (Genomic organization)

HCVEE 1 5 205 5 £ (Flaviviradae) i 25
78 (Hepacivirus) * EH/EME (envelope) * T
H—ERIEME-IERRRNA (positive-sense) i HiE
EYVE - R R 10,000EZEE I » H
& TS5 UmfEi4EE I (untranslated region/UTR) °
—{lE B FE NS [ (open reading frame/ORF) > LLK
3" R [ (UTR) » BERIRHAE 78 T MR iE A g
fEE% 4 i polyprotein precursor * FH#S 1 F Biljpg
BIEARYIEIRFTENREEOE > 5 3
{EREE & H'E(CELE2) » T{EFERSE M ERE
(P7,NS2, NS3, NS4, NS5)* ([ —) » TIREAlT -
— ~ 5'UTR : [ILEi & —EXIRES (internal
ribosomal entry site) * £%40S ribosomal element#
ERENL » TR EH R LA - Bl
R ITRN A TP S AE 25 2 IR AU i g REDURE e vy
BERER R b B FHARIEHIHCY RNAFY [ ER o

.~ Core/C : BBHCV 2% #E1% L\(core protein)
& AR EIRNA-binding protein * BIRNAfG A »
FFHCV RNARLEEHERA - JERH 7 nucleocapsid
H A 38 Bah s I L B B AR - Bk
L 1 8 E A [R] A RE IS [ (reading frame) 1T 5 %
— #1601l Iz Bl K/NEHE - B2
ARFP (alternative reading protein) 3(F (frame
shifty & FE > (HIYJREHATRREE " « 1A > 1%
OEHLZHBT0ME B 1 2 B 2% AU - Jra]
{E R AR BEHCV Z S IR -1 o

— ~ Envelope /E1, E2 : E1EE2GEEH » & LA
FEILAE S & B heterodimers % R 7E 175 MR A
ER lumen [ » F#8 H1E 1 Bl 2 1Y B I ERFU) &
FXE1ELE2 » E1RJHCVENR & Hep35 ; E2HICH!
& mEERE Hep70 - E2E W38 & & 975 £
FEREAHI R R CD8 1A & » HEMEEHCVIE A
i A o b B Y Fe 51 B A e B A SR
(HVR) » DURRETE 5 S AR O > S IR
PERRGLA B

VU ~ P7 « (7RSS 1 1 R K B R RS M &R
HEER 2 BAEE 7838 Gon channel)1)
RE

.~ NS2 : & RKHCV.Z & HifH(Cysteine Protease) *
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F LIENS2BENS 3] ©
7N N NS3 : HGEUHCV Z 5% i % F B (Serine
Protease) SIRNAMEHEEHRNA helicase/ NTPase) °
iSRRG TE R R B BT A AT ERRAY > TINS3
Serine Protease & & 5 &% JEtEMEEHEVIF
H O3 & @ #E il HIRIG- 1 TLR3F S (B RS
(K2 JERA P DN v Al N A R (e
PUR = SE YRR RE » 2 tHEBAM 52156 F Serine
Protease inhibitorsK{EECHY T i B R Y™ -
+ NS4 : I ANS4A ~ NS4BWifli &5 (& »
NS4AfENS3 Proteaselfififfs : NS4BIIHE H AT
FN
JU~ NS5 : {0 ANS5A ~ NSSBRiffiEE 18 » NS5A
. FFFL IR T (AR R B © AKT,
P70S6K, MEK1, MKKG6-) Fiig 1Lk
hypophosphorylated &z hyperphosphorylated /2=
A LR ST S H b [ ey 8 5 ELRH [ T 48 R iR Y
R s NS5BER T {Efcis-acting replication
element#} > i A] A RNA-dependent RNA
polymerase/RdRp » ZBd & i B RNA LUK IF 1%
RNA > &7 5 (1 BN A i SR i B - DRI
R S EE YR EEARAY o SURKFEH &
EIEREIVE R » B2 ~ NS3/4BINSSAH B T8
SR HRE ™ o (HERIR UM sesiat Hig g
TNSSAZR FVE R B 18 58 RS 1 TR i S
(interferon sensitivity determining region; ISDR) ~
PKR binding domainZ %28 L) 5 5e B HINSS AR
8 nREEL T R IR RS o TR A
SLIELE » bR 108 LB PTEE A B BRI I1 » 5
AT RE & OF A HCV 2 K] #E A HAth (37 15 22 58 i)
SRR RIS o
JU~3'UTR : ®& 7 —{E#I40MEEZ R KA FE L
% HL[5 (nonessential variable region, poly U/UC tract) *
—{E SR I, K —1{E3'X domain > {HEEHHD)
A= LIIEE N (R
HEEEZ1% (Genetic diversity)
199155 —{HHCV 58 8 5L K i Je i e e i
A s R R o B AR SR S OE
SR AN 5 BHIE LE AN R R B R AR08 RE33% LA
AR B o TR EE T C TR T 48 B L {th AH BE

F— : CURMRSERADBIKE

pakl FORFE B IR 510 7 T (%)
LK E (genotype)  1-6 NFRICHUAF % 30~35

TREE BRI

(KIS 1

[F]— LR 20~25

[l 7 o> e AR

S| ilERpea =3

[ R AU K] g 1~10
P AT Zeg

il (subtype) abe: -

el (quasispecies)

70T & (the 2nd International conference of HCV
and Related Viruses){% * #—SFHC VK 71| 5 52
F2 BRI [RICR AL TR 73 38 » DU RS AR B bit
3¢ c HCV KA 70 i 1~ 655 /X K & K A
(genotype) * 7 H K B AL TR e 51 ) 22 B2 1E
30~35%LA b 5 R R AL S nT [ 77 tHa > b >
c® d"'%%l@ﬂﬁﬂ(subtype) > i A FERZ TS
f 72 BRI TE20~25% 5 KT [R]— R AU [R] AR Y
TR AR AL TR R S A& ) 10% A W) 72 52
M > KB TERNA EHE(RNA-dependent RNA
replication) JERE AT » FH A1 B IR R Sy
BURNA & Bl Z 15 (proofreading ) 1 I RE AT
B0 58 R A L £ AN [R] B B A (quasispecies)
(Fyweee

HC VS = B B A == 2R 2 500-2000
FERTATE - A E AR IEER70-2005F/ » Al 738
LA B — B — i R DR R M A RIAS R o AE
HCV e B R R+ » LIS UTR ~ Core ~ NS3 ~ 3'
UTRE I ELH )N » E1 ~ E2 ~ NSSASF[is
HIEA & s R 0 HORE20Y = 5 52 i
(HVR) e HCVE R £ B R 1 A kAL
(neutral evolution)¥} » & i [ 1: ¢4 (adaptive
mutations) ~ 57 fE B K ~ R EAHSE KRR
FATR o
— ~ RIEIE

TEMHCV RS SR IE - [0 PR L IR
18 1 &G 8 1% - {HIHIEE N CBURT 28 A% T
Feoligsgl » SR R AT BRI 1.44 X
1076 78 AR S FR (P BR AR ¢ NS5[ 35 g A7 A 118 7 B
FIH4.1 X 10 b e AR 2888+ B laIs e R
{7 B 7 A 5 AU AR KU F37.1 X 107 Y » RAR
&M B neutral sequence drift * 12 LEdi88E H Ak
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R SR Y o SR s BRI R R R
KDRE » PRI ESCE ARG R T CAURT R IW =
M PR 22 5 o
— EfEEsRg

HCV S 1@ METE 88 A S > i
THURSEYIN LR - NEA 1@ s
JCLLER: B NSIE B 5% 7 o fEEE T — R
%8 BL|i (hyper variable region, HVR) » #& It 658 15
FHEATIRERER 5 NS3 ~ NSSBIa B [KIHyZe 48
AMEFEE L ERETE - thdr QO3 B 1E A
FITER 5 NSSAINRLRY 781 s H il (LAY RE
J& o ET RSB R AL o HOVENFEH It
JEEUZ 1 A S AR kSl i 1 A M Y B R Y S
AL > 38 th 2 CRIT R R S LA
%tz — -
=~ IREERRK

K EBRNAMR & (ERNA B SEFE > F2R1E
S TR e ) S Bk g B R N A 6 S i iR 2 A 8
(proofreading)J IJRE » BEEIT —RER > FA T
B Z—BE 2 — W EERES > SERHC VIR
A8 (virions) P17 BA(half-life)f) R 2.7/ \RF »
{146 Sl 2 1) 3 g SR A R S 2 10 1 211896 7
ZiE 0 Al RS R
MO~ fREEH

B [FIRF 52 B8 A AN R B AU T HC VIR - R
EEELAETEH - RNAFRE & 2 £ AR R
FER A2 B R ei A 1 b FEAHAE (genotype2/1b
recombinant) » LUK 3[R 128 1 b & £H RE
(genotype 1a/1b recombinant)¥s 2 #38 & {7 (LK
AR R AN [A] B KA R B[R] — 2 (K AU A
ANF] e A2 [E 35 A RE 5% A B AH o BESR H BT F#AE
W EMAA AL - fad KRR B H R 2
BRI 2T ~ PURR SRR - THR
IRt AT R — KPR -

E=7 VKTl

HCV KB BA & g Ve 72 2 - B
135 RS L > BEZ o3 S8 ~ I Ko i it [
ARG - A~ i~ SERIZRE) - SEA4 5
FEAERS IR B~ R BAS-oHIE E
FEFE IR o BRI R AU 30/l e 258 ) 2 5

&R ZISHWHCVERE A

BRI Al i
1 a JEMHAALIROIEIE » B2 A R
b [ A SR > SRR RAYEERA » s HAS ~
B~ PRI > Bl R R > 12l
DKIFATIL ~ 2R LR 2530- 70 A FH 22 b
SISO AT -
15 HAKIG 73% 195 A& H bR R «
ER T 507096 N\ 2 H1bFTEE -
2 acb  MHEBIREOEFUIEA : HA)
c R ERILFRA
3 a T S BOMNIE R 2l
4 a PR FEAEAOR ~ b~ Il - BREHERRE (A
Biharzia injections)f
5 a  EEEEAERIE
6 a TEFE ~ B ~ e RBIAR » DL
FRIAT

TS B EE N > BRI AR A bRy R G HI i
TS RER ) o [EIFMEL R F R B RHCV
AT By A B 1A B EL {th ot [ AN 5 AH [R] > A g A
i H A 2R A 25 - 2 FEH THCVAEIR 5 LAAT
{EFEAER IR B R P Ra B R » BRI 2 4= B0 i
FAVEIE » BERAL ~ aFBE AR IE o MER
U3 LA FE RS ~ B R o BRI £ & 0y
AR EEEE o 58 Le % A T R AR R - &
JEANE] > Sl F At s (e 2> o
EETEHCV LI KT A b R i B T
FIE50-70% o F K HH A 1 b JB R FEE
o 125 % B 0 W) [ RS o HC VIR
BETHIE60.3%BREK A 1b - AT L fl# 18
MRF22(38.7%) (P = 0.003)8XATFi#{L(38.7%) (P <
0.00)ARIEr 5 1 3 K i Y 2a 5 2 el 4 1 - 7R
HHH#)16.8% » BASTERF %.(36.8%) (P< 0.001)
S AFRE{L(38.7%) (P < 0.001)fE » A] R EL K nE Al
b2 I B S fE b Al 7> o {H thA HAth A [H]
() G B S B LB R N9 R R R 7 L Ath
B IEERI TR (Bl R~ R
IR~ AR -~ BN~ ATEEES) WA
TEBMNL T » KO R B A R 7™ o I
I% » HCV E: R 75 i 1 2 18 th [ B A il =
B R B AL R R bRI4E T58-73% » £
T 2a%)H7.4-26% 5 B 15 18 LK AE AR 1 b R4S
48-64.3% » M=K A 2at (5535.7-41.4%> »
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Dl et w50 - ey ~ = EERR R E 40 Ropk
TR0 AR R mn B 1o G £ E - A LR A0 Bl 55
47% ~ 61.9%8076.9% 5 FBEyOiE R LIEL K ai Al 2a
B {58963.5% °

TIRSEY)aBEWER

H AR IR b A ya RECHU T 28 17 F 48 4 582
RROUHI T3 (pegylated interferon (IFN) alfa
FIZE AR (ribavirin) o FE[RIRY 1R S LU
IENTG#E T » #1610-20% 755 A RS A 95 2 0]
DLFE 2 WERR « 2545 & TFNFribavirin » {{%H
40-50% 8 7 AT LA - i S ORI R 2 R R A8 3 1]
53 BRI 50% 5K 70-80% K% A8 ] LI i ™ o
FERIAR 0 5 38 B IR R > B [ 8 00 I thg
SRR N3 EE - LH KA 1D
1P A g At JE R B =07 o KR bt »
Al R THCV E KA B IR RV & ~ IREH
PR B o (HHCV K B 2 G RO A2 ) —TH
A -

5 S5 B B 2% i 2B (National Institutes
of Health, NIH) /2200253] T CHUIF R iGHRITEE
2D 2007 RN I B ER RS B T TR 4
FI7 LR 20084 3 Kt G #E (L B 22 ) 2 c Y
I 28 AR AT - IMYEHCV RNARG
N8 CHF R T e e s I 22 il A A1 €
RH S 2 A2 T S AR AL AR A o I RBAE (L AR B 52
— R LA ERE o FRE TEEE SRR o MEAEAEILE -
AEHEHERNT] > BRIEP A 58 FUE a2 52 ARER
MR - IR E IR BHES~10F1% > 7HE
BRI ZREE - (FEIGEE SRR - 15F
JABE R AIHR - BERER =D AT
It
— ~ XA (Genotype 1)

HCV H KA 1 G A AE AT IR BT »
AR LU ) Fr SO BkE 2 8 ~ IimiE 22 -
ALT ~ AFP--)5¢ JE12 A A 25 R Ak 22 i 1) i 2B
J§ o FHARHBEMAEFHSR > HilliEHHCVY
RNATREE<S0 [U/mIF » WATEEfG TiaHE » £
TEEMEANAT o 27 HIALTRHESG N ~ TR 25 58
HHE( L ~ F R L ERAE - HITRAG T pegylated
IFN alfa? ffribaviriniG <2

(—) ~ pegylated IFN alfa-2a%5 55 7180 1 g
(SR N8 T B A] DURS 7 1.5 1 g Z Pegylated
IFN alfa-2b) : #8ETSATUTN EHREGHET
1.0 g Wribavirin > 8 EEE7SA T & HITREFEE
12 g IR FR4SEE—SCRERE o (EGHR120E1% -
1T —RIEHE « MIEHHCV RNATR & R EA
TRV 10065 > LR AN 522 I HE (early
virology response, EVR) *» FHEG TIRE 1 K Z
3 LR 7 A BN HIR RSk o HI 5 g
1 IRIRTE o A RHEG I R I AR AL o (E
G240 > FREREARIIGRIR - FifEE
1T e R E 48 I BRE 1% - AR SR LR A
FHE 7 7 I [ (sustained viral response * SVR)
UETEFRHCV RNA » BLFFIM{E FFHCV RNAJE
AR AR G ER - A - FHHCV RNAK
EF AR MIET » AT IR HRHEGE
e IS IARRFE - EVRES RAFRYRE M FEHIA
T WELEH « REH| » EVREE - B dr
TERLSVR ©

() ~ MRIBHERIE FHCV RNAJH & =
<400,000 1U/m1# » & N T BEER] LIS 7
1.5 1 gZPegylated IFN alfa-2b ( 8(Pegylated IFN
alfa-2afF K 7180 1w g) » i & P45 Fribavirin
G  (EIRE4ARE - MIEHPHCV RNAJRE &
BB bR > BIRSH S 22 I FE(RVR, rapid
virological response) * Fif#ra 1A » (LR
24 AN A ERF#  BIATSEOa# (£
=) ° RVRE BTG ETEEIA - > 7RAD : 2 H|
RVRIVEE » A DEMSVR © .2 » $HEHRA
BRS8N EBIR SR ES - ERET2
TG REHI R A8 T
— ~ ERFAU28%3 (Genotype 2 or 3)

IFNHIribavirinif 75 5 K AU 2803 & e f
HH o KIH70-80% AT LGZEEISVRIVEUR - BT
T RibavirinP & KBBR8 K A1 /D Al
o DRI DRIARY 28803 SRR R FEGE T AR A
SRS B ) R B At 43 A b 2 BV AT e 2
{T#EFL - Pegylated IFN alfaff T 7] & B 5L K AU 1
FHIE (Pegylated IFN alfa-2aff %5 7180 1 g » #5
5ePegylated IFN alfa-2b% AT T REE T LU
T1.51g) » BREHHETF0.8 g Wribavirin » A1
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WHEE248% » SVRIRMHE & » MiEFHCV
RNA RS bR 2B G HHE & - 5K > A%
AW 5EREE « BRI R ~ 3R 8 ECHUAT % »
HIRNAEERRVR » HILLE SR TR S 0f
RibavirinfF K1~1.2 g (S EIRERHIR) > 16
12~16 RS > HAG S B4 SE BB E ™ o
=~ EX#AY4 ~ 556 (Genotype 4, 5 or 6)

HA R R _E WA ~ 5E6AYHCV IRYLR
N0 B o AT fa A At G R At W 7 57— {3
SERER IS > E TS S 2R R R R E
T IE AR AN RS » EAVRLLS R AR SER
E - FEAFTIARE - HRIANERE F2) -

&= : BRI CEA OB

DFEEDE (Molecular genotyping)

HCV KR 43 B A M » AR
FL IR R QL B R R I ~ BEYRR RS A
A 22 - K BRI R Al A s B2 - H
Al R ARRERELT T -
—  EFR&ETHRZ DT (phylogenetic analysis)

HCV E: KAk URE Fo 4% AT 8 4% o3 i
RIEHER) 2235 751k o HATLANSS ~ core ~ E1
S'UTR [ B i AR AU 53 A P RO AR o SR T
Bk e > At B B > AN R

H BB = AL REEST -

111 HLAS n] RE & 720 21 % il
e PN Rt IR o i P R = I 1 w0

FERA R E
BB B 12A% B4 NE R BIEC S SEIKFRERE 2431%
1 JR IR A 5>600000 HCV RNAJ&/V  HCV RNA(-) HCV RNA(-)  HCV RNA(-) °
IU/ml * Pegylated B 1005 Y » FHER#E  SERCEFE o (RO RN A
IFN @-2a 180 1t g HCVRNAC(-) » S HE(SVR) »
(BFH) » A ribavirin FHEG# HCV RNA(+) ° HREERUEE
1.0 g (BFK » #88<75kg.) 12 1 R R FRESAHCY °
-1.2 g (BE=75kg) ° 1618 AR TR
HCV RNAJK/D
KR 10015 » 5
1E R R R
FE LUBAR RS
JFIEHCV RNAJHR 2 & BARVRE » 1] kfllfIHCV ~ HRVRE » Hif  48HEFEREFE  HCV RNA(-) °
<400,000 TU/ml: Pegylated %5 &243H5E0E RNA » R #é24881% - & W24 RE RN
IFNa-2b 1.5 g (BT » IR ° SHEVR ° HCV(-) > 5eRE SRR - IESVR) »
£EH) » A ffribavirin 2 o MERVRE » B HRERR
1.0-1.2g (BFK) MG R 4830 HSAHCYV °
A SERRR o
28¢3  Pegylated IFN @ -2a 180 ¢ g HgiHliflH"HCV HCV RNA(-) * HCV RNA(-) *
(B » BiPegylated IFN  RNA - [Efi/E TERLHERIR o A RHEN =
@-2b 1.5 pg (AT AERVR © A HCV RNA (+) K HEGSVR) » B
) » & ribavirin 0.8g  #E12/163H5¢ > {5 IR B B U bR
(FX) G © FHERIE LI HEAHCYV °
#ERVRE » T FRIRIE ©
245BEHEIRIE -
4~ 586 Pegylated IFN @ -2a 180 1 g BFEAE » Hilll HCVRNA(-) » HCV RNA(-)
(BiM) » BPegylated IFN PEIREERIR 1 SERUERE - A FHE R =
a-2b1.5 g (AT G © X FE(SVR) »
) » A 0F ribavirin 1.0-1.2 g RS
(FK) HEAHCYV °

EVR: early virologic response (fEiG%E123E1% » [M{5HHCV RNAJK & i G BRIV #E 100£5) ©
RVR: rapid virologic response (iA#t43#1% » [MVE FHHCV RNAT 2 s AMERAIIGRIRE 5 <50 TU/MmI) -
SVR: sustained virologic response({ L5 #2431% » ML ITIE FFHCV RNAJERZ T AR IR 5 <50 TU/ml) °
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TRUGENE HCV 5' NC Genotyping Kit (Visible
Genetics Inc., Toronto, Ontario, Canada)B[JFI| FH [kt
S o

— - [RAEEFHERRE 2B (restriction fragment
length polymorphism, RFLP)

CHUIT 275 UTRBINS S|t Z K 1R - S1IHE
L L DRI R TR 72 5 o 1 T o e S PR ERR (AT
Hinfl ~ BstNI ~ Bstul ~ ScrfIF1HinfT) Y] pl K /]
AN R B o SR A AR RE B A [ ) H 2% (I8 B
TR 438384 o
= ~ RAERFCERET #EAS A (reverse hybridization
line probe assay)

LL#5 BRI B2 £R 8T (genotype-specific
probes) F12K E i A IMTE FFHC VX EEHPCREY)
HEATHERS o H A& {8 I INNOLIPA (Bayer
Corp., Tarrytown, N.Y.) HCVEE K] 53 AU Fe s FH
HERET B ST TS UTR I THEAC™Y o SR 3L
PRITH 1R (R 6,2 5 UTR [ S 11 - 471 6 15 A
DL LA 53 - FEIR R Y 6c-61 1T R RE A 1a/ 1675
Sy F] > BREE Wy R 1 B R R 6 %
{lélae A4 » WAZE & O E A S84l ¢ core, ET,
NS5b-- )WERRA » KA 88— XAILiPAGA
i : VERSANT HCV Genotype 2.0 assay (Bayer
HealthCare, Ghent, Belgium) * VRS HEAZ R R
T5'UTRERIS » 558 E T corelflsl » N 7 H—
P > REIE ffe RS L R Y oy i BY B L [A] HE Y 1a/ 1D
55 H A o
MO ~ BNRFRSHREERE (real-time PCR)

BNRF R SR EEH S JE (real-time PCR)YE 8
B~ mS B~ PRI (EROEREC
WEEZ A7 F22 8 - E20024E5A4 » real-time
PCR 4% [ 48 [ FH EIHC VI 2 [RI BRI > K
] 77 ESYBR green detection ~ Lightcycler
probes ~ target-specific TagMan probes —£H °
SYBR green detection ~ Lightcycler probesseF|H
AR A AR B (melting temperatures, Tm)
(72 B VE £ 77 BUAY BL HE™* 5 target-specific
TagMan probesHIl & &5 AN A B 51l 73 Al %51 2 #H
PREE » FIIF £ BR S P AR RE B A [R] 28 't 21 1k 88
Rl o ORI E LT 15 26 WU RE T 2 e 7y BL R AU
BOIEEERAL - SRR E A2 E GEF] F multiplex

real-time RT-PCR [ 47 H6ff BL R A1 » @44 nn
RUR 3 E AT (R 28l o

+zo
[ Al

FREHERE 2 JT RS ) BRI S 3E & ¢ LA
B MR EL T8 32 & OFia B C AU T 4 2 e 3 Bl
HCVEK AV RH o MHCVEE KA B 1) % s 4 ¥
TR0 il ~ DU 5 BE PRV 8 B2 1% v Y Bl
BN A KPR DR LA SR A7 1 0 7 JE AR
HEETTERL » MEREMHCVE K 7 s L R M
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The Genotype of Hepatitis C Virus Has Important
Clinical and Therapeutic Implications
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Hepatitis C virus (HCV) is a major causative agent of transfusion-associated and community-acquired
non-A, non-B hepatitis that often develops into malignant chronic diseases, including liver cirrhosis and
hepatocellular carcinoma. All currently known isolates of HCV can be divided into six phylogenetically distinct
groups by mainly using the proportion of identical nucleotides regions within the core, E1, and NS5B. Currently,
hepatitis C standard therapy consists of the combination of pegylated interferon and ribavirin, administered
for 12-72 weeks. However, only 40-50% of patients infected with HCV genotypes 1 or 4 obtain a sustained
virological response, compared with 80% of individuals infected with genotypes 2 or 3 who obtain a sustained
virological response. Many reports show the therapeutic efficacy of hepatitis C depends on the HCV genotype,
and mutations in several subgenomic regions of hepatitis C virus. Thus, it is important to know the genotype and
subgenomic mutations of HCV in patients before the duration of HCV therapy. In this paper, we would narrate
the importance of HCV genotypes in therapeutic implications and make a statement about the structure of HCV
genome, the HCV therapy and the method of HCV genotypes detection. (J Intern Med Taiwan 2009; 20: 309-319 )



