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WA Et AN EE-4- T B S R IR EE B R RN RIHERE

RS

g KER

(PP [ = 2 2 e /b s i AN 5 2 Bt g Ji AR 29T T, AL 100176)

BE AR X & &A% F(hepatitis C virus, HCV) 7| &2, #ATHARIR, HCVE 2@ it F 2
H. Wb RBEHBAEE MY HEE AT, HOVAB S wiF AT, FREAMELE, VAR LHCVEY
BELSFALHAL K, MK BARETRDEAT K, P 1369 AR RFZRI S, =TT
HATR. RTAFIERE, HCVREE AT R I MA LR THME. Bk, 3 FHCVE FAH 4
HRRBAFRNAEE, L5k, FREGHCV LA 0 RAEEE 2B T O A AR RS, Fs BEILEE-4-

% B2 (phosphatidylinositol-4-phosphate, PI4P)#t 2 £ ¥ 2 —,

LK EENBPIUPE AL E A AL

HCV A 4 Bl H ey B R R, FF ] 28 2548 K 69 345 Ao 2 B) B 69 £ 22 7 AE.

KHEia

PRI 28 02 HH N Y JH 28 008 BECTR FR TN
hepatitis C virus, HCV)5 |2 (1) & 35 A\ 24 FE 1) i
Pl o MRS DA SN G0, HOVIR ARk g A
29493%, it 2924 NG THCV, BR8N AN B
R 293.577 1M o ML AT W6 S A R R R,
T EH A H 294 0007 NG THCV. 18P A 2 JH %
(R )5 SR R A AT 44k, 4k e R 1k A4k
LRI o HeT B 28 & ok AL AN £F 24,
MR —, BB R E R, & H it A
IR OL T, AT D) S AT 00 77 v i it ke Ay 6 52 R
. H AT, RTINS A KRR AR
2 95 MR(Ribavirin, RBV)EX A5 7097, (H1Z 7 VAL BERS
XA - [ N = AL RF S0 75 27 )V 25 (sustained viro-
logical response, SVR), HA 7= 48 7 25 i) g4 FH .

Y 28 03 B3 8 T B B R, 2 IE BERNA
B, SERALE A — AN PSR 2 HE (open reading frame,

PR TE I3 4%, IR I - 4- B 1, I T AL IE-4- St A0 T JOEL o] e

ORF), 9wt 104 P 45 #J F1 E 45 #4J (nonstructure, NS)
HAP. HIERERNAY B 250 18 3 40 i 1) 40 A o e
AT YOS, MO IS B CAEAF A d, X E0kE
TR AN 25 A 1K B AR BRI, A 1Kk B 2 il
B R fE, 51 d0n N o 9 R v R R R e, XL
SRS D) DI RE M ANE 2, O IERERN A B¢
75 52 I R rp o B RNAK 36 (FTRNA %2 58 il |7
TR TREP, X LeE [ T80 J5 B, v LUK a5
SR A EAT 4, A 2 2 R A — AR
SE TGS . ek, IX IR0 M 28 38 A7 B T~ Bt 25
RNA, Lol 1 =40 M) S5 RER M. B4
o v S AR, BT — AN AT A0 A PR R
D3, Iy R, A RS A e AR R 2 T, —

rp B 2Rl E B R A R A RN 45 25 (No.20 1 1TPB108)
IH
*WIEH . Tel: 010-67837355, E-mail: zhangll@ipbcams.ac.cn



104

AL

St B O SR R I B R B B R P B R
il

LAk, WHUR M, IRZHERZ S T WA &
i BE 2R A S . A SRS LAPTAP O Hhoy, o) 41PT4P
F 5 A B Ih g LK PTAPZ: HHCV /A i J& 391 (I T
FUHERE, [RIIN A ZHPTAPAE I ok 1 2 AU IR 4B T
A L] 5

1 PI4P

fifk 1% U1 % (phosphoinositide, PIs)f& —25) 12 7
A T4 BB 5 R bt At i s AR, B AN OE
TR A, T HAR S TG Sl s RS
Y Mo i L L R RN A MR TR B AR FEE AR . IR
JULEEE 2 % M Tk LBE (phosphatidylinositol, PtdIns) (¥
FRAL =W J5 5 LIS 20 0 5 A SAN FR 0k, Horp,
3. 4. SO R LB MG BEIR AL Ja, SRS B TR R
AL, GL45PI3P. PI4P. PISP. PI(3,4)P,. PI(3,5)P,.
PI(4,5)P,F1PI(3,4,5)Ps. 4l Kl 1T /s, X 7H4 Bk 12 UL I
ZTB) 2 ] DAAH B4 1), AN (7] 288 28 1y 5 it 0 gk R il
25 T ek 725,

Tl 2 JUL T A UG e il =2 PRV R AIE A X A, 0 AR
il Rt TR g (1%) DX 3 A B L7 ) 1l 1 L e 1) DX JlA e
gt I I JUL I 28 N JB I 5 Bl 2 F A3 90 A T T P % A
Tl B B TR RS 1, AN [F) S 2R PR ol 1R UL IR 53 A1 %
AR 277, PI(4,5)P, B0 A T B, /K
AR A B4 43 A PIAP 3 BT T i IR JEAR, /b
ST R BV PI3PAE R A S A A4 &R
A, AEFURE EAAT 3 AT PI(3,5)P, 1 8504 T 5 firh
a4 NS B e 10 R N R S o
1.1 PI4P5/\GTPase7t [z H 5 /R £ M (trans-Golgi
network, TGN) 5249 53 1% # B9 1E AR

JiLJBEPI(4,5)P ¥ & 1% 5 EPIAP, Jit LL—JF4f A
AT A PIAPEPI(4,5)P, (R i A4 . SRAT WE 9 3 W 1%
REAH M N A2 AR A AR BEARPIAPE, — MEAE T
e RFEAR, HPIKIPG R 34— ANEAE T U,
sttdp & fli. (EMH LN 40 M, PIAKIIIP) 2R il I8
T EURIERITEZS RN 23 WA D RE, sl R PIAK o &L T
e R AR IE F PR IE HADH T S iia . A
PI4KITa2: 5 & 70 M6 b 1K T PIAKIIIBR5 B4 4 4&, Pt
DLIE 5 Ak FER R PIAP 7K > & FH PIAKTTaE 45 1K), 1711
PIAKIIIBI 471 57 & BehE & PI4AP ZENY, S SUAf 57 36 W]
PIAPYE oy /R B AR v b s 2R ), BR9A 55t 1 B A%

FIBL e TN % IS 2 e 5 A B JU LI S
/NGTPase r: JIE 32 4 43 16 v 0 B 1 K 43 1k 52 9 9F 1H
PSR Az it 4, PI3PAIRabS7E A
A B R 0 3 B, T PI4P B ADP-AZ B a4k
“f1(ADP-ribosylation factor 1, ARF1)LL JRab%k [
TETGN B 733k ke oA

55— ANUE B ARF 15 PI4PAT ¢ & (1) R I 76 I
FLBh P40 i 0 (1 ARF 144 48 PIAKITIR 2] /5y /K J A4
M 2 JE XA R AR WIARF LR 25N, 73 1 0% i
[H-1(activator protein-1, AP-1)1] LA H #% 5PI4P45 &,
2 5 °H & bl 6-1 % (mannose 6-phosphate) 5z {45 £ 1]
VPRI KB R AT B R B Is i &
LY ARI IR Bl SR, A AN P A4 21 Tl
W) i iz HiifIGGA(Golgi associated gamma adaptin)
5 PI4PLE A1), WangZ5E! "k B PI4P /& 35 GGA
B v R FEAR B SCHEI Y B7, iy ELPI4P P BhGGAR
W2 E Iy kS Y. B IERNAIMPIAKITof4 (L TGN
L HIPI4P KT 22 R 59 GGA R #H 55 . GGA = 243 1k
HLGAT S M (1 3R 3 s S PIAP &5 &y, 1% 45 il 48
Z RZHEALGARFL, EHRE R FHGCGAEHY)
RETE K. AP-15GGATE M 4% H 1 (clathrin) {1 (1)
T IR R I AN 2, A e B AR 4R 5 ARF
PL A PIAP LS & F SE AL T R AR b, B EA1IF
A hr. ARPIAKIal] S T FrE 3FIGGA(GGAL,
GGA2, GGA3)JL L ZGGAL S my /R HeAR I 45 5 g ),
XKW TPIAP, GGAL 72 HA TN 45 & T %
o JIHNRKIEpsinRBE 5PI4PZ; &, ) EAP-1LA K 1%
R A4, W2 TR AR RISLRA Y B a2

FAPP1FIFAPP2E: 5E A " TGN I [(JPI4P4E £ £
H, B S A PHE M, JF AT L4555 PI4PHIARF1-
GTP. RiBRFAPPURIFAPP22:BHINT i /R F A S b )
Y JFGEH, T R IAFAPP [ PHEE MY A5 T
RIS, 11 HBH LT R AR 20 BB )
JigHi. W9 38 i RN AR FRFAPP2 AT LL BT
R 5E B B )iz i AN PELIT BEfiliaz i, (& i SRFAPPL
XPRESE (1 B3 )18 i A SRS f A B A s >

WHTFLB 40 i, Rab11 4% 5 PIAKIIBAH HAF ],
S m R IR . LA W 7T L IPI4P
FIRab11#2% 5 T 4 5:GBF1(Golgi-specific brefeldin
A-resistance guanine nucleotide exchange factor 1) %
B R FEA L. PI4P S ARFILL K HAWGTPS: &
B A Rab 11—k 73 4R AN PR ok A2 2 vy 7Rk A4
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PIG)P

!

5-Pase
PIPSK

PI(3,5)P, PI{3.4]

PIGASIP,

v
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Fig.1 Schematic representation of the PI metabolic cycle

— Pidins(3)P
— Prdins(4)P
Pidins(3,5)P,
— Pidins(4,5)P,
= Pidins(3,4,5)P,

B2 EERANES R H YA FIRSERRE RO AR M 5 7

Fig.2 Subcellular distribution of the PIs and PI-metabolising enzymes

KIRIIZH /NI 2ER 2, i/ NI
MYO2P(myosin 2 protein)f§ 2%, H i 57 % I/ Rab %k
LUK PTAPXT T 43 We /ML H MY O2P FA 3 4 It o
Y, A —RMYO2PR AL A HE 73 32 K TMYO2P 5
Iy UL RERE D BE, M0 32 TFTGN_E [PI4P K- 7]
DA 52 31 M 4 Ty 2, Rabik 1 Sec4P 4k #4151 1
RIS AT LI MY O2P AL A4 55 53 Wk /I il 1) 32 4%

Difig. S, XUEEE R WIMY O2P 4 & J iz i 9]
IR 4y A ERab A M PI4APAH K (1
1.2 PI4PRY{R i

PI4K ] LA RRAK VLI 43 §-4-47 b (R KL, T
HEAG B IR LS JE S PTAP . E 41 i A= BEVE 3+, PIAK
bR T 25557 A, W25 A IR S0 3 5 fl
WV A R i R T R UL AR i
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AL -

PI4P[) 7 A f — AN BRI IR, FT LA, PIAKAE A A S
P LA 5 I A ) — N R R

PIAKAFAE 2 FE AR, AT (R AE A 7 3 i
S PO DR S (1 A A0 N S 71, 2 i by 7% e PR 0K
(R 15 PRSP 4 4t i AN [ MV 284 (1% PTAK ) Y. 4 i
SEN SR AN R, X E RS AN A I PIAKE R i) e 2 5
TAFE 5 iR,

WY L 3 40 40 i P 48 R AT 4P A [F] (R PI4K,
EATTA E AR T AN R R £l 4 L, FEvis i DL L
1R /R HEAR I B8 R A% AR E A IR, PIAKIITo A %2
SENT T T b, AU B UBPIAP PR 2 el LA
SR ) PIAKIIB A= A7 T i R R AK, 4 A% Py A
BRI, TR R AR B T ) P s, A
£EPIAKITIB R /5y /K A4 FHARF 1% 11, PIAKIIofH
PIAKIIB = B T e, P ARFI /R 364k L, %
A L AP-14 F [ Sy is i

AR 45 A4 R AE 1T LA 55 0 1 FH A B ) B IR
JUUBE B R T 73 Ay 3 2 78, BV C XSRS 1) 3- 1 PR i
4-T5 TR g Aty pel LK ik [ 5- 1 IR ¥« Sac1(suppressor
of actin 1)J& 1-3-W M2, ‘& REfE L 2 Phdk R JVLINE 73
TR, AFEPI3P. PI4PAIPI(3,5)P,. Saclj&—Ff
P S S Nt G A D SNV 2 NV S g
JEE (FJPIAPIK T o Sacl (1) 1% 2% 3 0N I M LA K i /R
FEARME L IPIAPHR B KK T StefanEC7 ) i Sacl
W PIAPT B0sh, Scs2H1Scs224K [ (A7 1E. {E
FLE W) 40 i A, A4 Sacl 1) 1R 3L iy & 4 5 coatomer
454 KK, COPIFEIRLIZ fi T T Sacl 4 P i
Fl i R AR AR RS,

2 REREEZHTPUPRITIEE

W 4 JE R 4 siRNAT G, Tai 552 5 8 R T
PI4KIIo /e HCVE il (115 7. — &R FIsiRNATG
1 & BIPI4K o2 5 THCV 1) A= 4y B 3534, Bl
Ji, XA N K BIPIAKINBW SEHC VI 1 3 K 7B,
2T PIAPS 5 T B A HIWE 2 Hsu% 095 H
HCVHIE 7RG KR 71X — ). AhAT] & B
ZEHCVE Y 5k 72 1, PIAP/KSF b TF. i ik siRNAf
B PIAKIIREY H /1N 73— 40 1) FIPIK 9341 il PIAK I ) 7%
PES FEPIAP/KT B2 F B, I HHCV ) = il
o K IAPIAP ) i 1R Wy Sac 1t 2> S EHCV ) B 3%
R, SXUEEPIAPKTHC VIR 45 1 5 G E A T .

PIAKITTo 1) 25 #4) £ 7% 28 2 i [P SH3 &5 M 3. Y

BUE IR A WA IR b BE 45 . PH
&b R 38 DL B 3 5 i 1 1 b 45 44 38k, PIAKTIToo: Hi
PI4KCAZKE [R 2 b 1 G SN, 2 e 1ol TR A ol 1R UL 2
(PtdIns)J¥ BCPIAP, Jf 1] 3E— 54 FL IR {1k PI(4,5)P,
(FZE AT WM, RIS SR i e i i L
FIA7 2o Reiss%5P7H HIsiRNAJ 2 A 2 i 2 I
By s T 130 AS [R] R Sl 2 HCV &3 BT 0 75 1, Herp
U F5PI4K o, 7EHCVIE G (1) JH-41 ff LA Je 2 PEHCV
T3 N 20 23 rp 84S W 21 T PIAK o™ Py PI4P % 5t
(1) b Tt 3X 2% BHPIAK I o) il 1% 4 6 FHCV A il
HEZEM,

PIAK I W] 2 5 EHCV E Hil e ? 5 5
T BE 2248 S 36 vh % FRPTAK o 5 4 I B AE 45
P i FANSSAMH HAEHICY, 7RS40 i N, NSSAH
2 5PI4KIIo%: A . BergerZ:BP R I AEHC VI G4 1Y
41l B, PI4KIIIo 5 NSSA L & 99 BEdsRNAJEL & 7.
DUERPIAK oS8 7 B 52 il £ 1 7240 Mo b (1) s A7
Lim%5PE BINSSAJi it 45838 15 PI4KIITaff401~
60017 Z HEMR 45 4, Wit T = H M54 THCV
(1) 14 5 o

Tai UGV T — AN AR S 1) AR S T s e Y
K R ZEPIAK oAt i B 52 ) PR o 09F 90 R R
PI4K Mo P 1) 3% 2% 5 BHC VG 5 & il &2 4 4B
E MBS 1 35 AR A, TIINSSARE % 75 PI4KIo,
X R BINS5 AT i #1 55 JF WS PIAK I ok A BN 2
(FIPIAP, M Ifij 4 £ 995 75 52 i X 190 IR B &5 440 1) 56 4
PE . PIAKIIoA 1 7= YIPIAPH 4L 16 PR BE b 1
sIRNAJTERPIAKIIIPSG, BN £ 52 1652 2, A
W LR S S 25 VAT AR Ak, PTAPATY AR & S A DIR B I
75993 542 G 1 4il o v, NS5A L PI4K I gh 45 1M A
HPUAKIIBAH B AE M. i LA AT A 2, PI4KIIIo
PIAKIIIB A] fig /= A= AN [7] DX 3k (R PT4P, I 75 9 2 52 1l
(RIS RN Bk AEH -

HCV L ] 1 490 11 714~ 2 J5 s e gk (14 4 ) 48 o
IR A AENSSA, (A A A% IR S B0 TEE o i
W WK S A A7 E 110 22 B A7) e AL, Fran-
cesco G MIRE A4S S bk ] BEHI ) T HCV & il 4H
I o S50 IR — MR 1R 4- 2 FEE RS 1)
b5 M) AL-94E 01 I PTAK I ol 14 F ] ISt 658 /0 b
il 7 PIAKTIIB A % 15 1 70 7% 41 v, AL-92% ik /b it
JEEPTAP (1) 75 2 AN 23 BHLIL =y /R FEARPIAP ) & £ o [F)
i i SPIAPLEHC VR 7 4 1 15 45 #4119 384 Jin 2
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WA HAE T R B 1) R . X R W T 2R A B
A] g 1d It A FEPIAK o R 52 il 52 A Rk J 8 70 e
W} 2% | [{IPT4P ., HEIAL-938 i #1 HPI4K ITTok T3
PIAP [ (4 W3k iy 0 1) AT 282 P 98 9 5 1 52

Bishe 5" I 71 40 Wl N It 3% 1A Sac] 58 A8 A4 (X
T AR A BB 128 B M B ARG v 7R 3644 B IRIPIAP/K ),
i 2 FEHCVIF 730 W T B, MXTHCVIRNAK
BAT o X SR 5T I TGN E L (IPIAPLL K 5 55
PIAPAR 4} (¥ ARG CEHCV 1) Jl 2 S 43 il 3ok i o b o 22
.

3 PHPHEAER

W A 47 T PI4PXT THCVYR £ ¥ & il
B2, (HPIAP 2 W] Z 5HCV [ 2E A A A A vl 4
LR R IX AP, 26 TR IPI4APES &5 B 1 . PIAPYE
I 3 A A PR 98 i 1 2 T A AR ] e A
YER, VI 2 i /R B AA 45 5 8 41 B2 10 B 1 A8 A oY
RIS IR FEAR TR PIAPAT e rp i A Y, IX 288 1 R HR &
HPI4PLE 4 [X 1. OSBP(oxysterol-binding protein).
CERT(ceramide transfer protein). FAPP(four-phos-
phate-adaptor protein) 1 GOLPH3(golgi phosphopro-
tein 3)& H AT PUF BT LR 2 IPIAPES & 1,
H1OSBP. CERTFIFAPP# A PHEE fi, & I5 ik ia
T, 70252 IS i JJH [H B2 (cholesterol) . fif
25 Wk 114 (ceramide) AT M 4 22 Bt /1% (glucosylceramide)
(13 2 GOLPH3AN & & WL IFIPILE & 45 ik, B 55
e R RS IS B
3.1 OSBP

OSBPYE: A Jit M 2] v /R FEAK ) I o ez v ke A
H, €I FRATZS Kla 55 P 5t ) a3 VAPAH AR T,
I PHES M5 5 iRy /R FE AR B HIPI4P4S & . OSBP %
FOASC B A e B [ WP 4 . BEAIRAR. JEvisim.
AMNAE T TP REEEM . W], HCVIR AL
UL RORE T G B IR 1K G B AR 4H i Y
JDEL T e R 4 A 2] 7 £ 7K Y-, OSBP ] LA 45 8 i
B Amako 25 H9F B I FishRN A R OSBP,
shRNA 1A 2K THCV I & il(£185%), sShRNA2
BEAK THCV S 3 1 1) 14%:; SR 11 P Ff'shRNA S G
F FEAR THCVII 22 M (53 931 2499.8% 187 .2%) o 12K
PHIX 18 [{JOSBP R A2 A AN e 7€ A7 T v /R B Ak L, i
RIK VGG THCVIN 3 b ABATTIEHNSSA
(45 K5 15 OSBP4: &, 18 OSBPREL: & A it |

(1) VAP-A X 454 PIAP IR MK R T HC VIR RS I
3.2 CERT

CERT 471 5 #1128 1 Jrie I P Jo I 28] iz X v 7R A4
173z i, X AN I R A EH B IR 15 BUYICERTHY 5 A2 41,
K. fEILPHES MM, 1 — & & 2208
(ISR LAY 1, m LA i 15 CERT 5 PIAP ) 45 5171,
5 75 /K K& AR b, PKDW R 1 CERT 4% 5| & CK1y2 5%}
CERT | 2224 B7 5 (i Ak, AT 11 35 CERTAE i /K
SEARIEARL PP I (32 o R B g 1 15 B 54
AN R M, R EPP2Ce 5 VAPA HAE ], iR
AL CERT, M 1fij 354 58 1 28 T e 7 i 7 AR 1) 5 7 R
1 MG 16 G BB FHICERT (1) D B 23 IR S HC VK B
TR AS 5 m B IR, E TGN, PKD¥ GG PI4KITIB
7= = PIAP, PIAPHE 1fij 47 55 7 47 PHZ; 14 38 (1) OSBP Al
CERT. HCVI& Y2 fRARPKD1FIEE, 1i40iH/PKD1
SAEEHCVRE G ik, i & 3R A PKD 14> )1 4l
HCV 1) B 75, PKDAM HIHCV [ B i A& 18 1o 8l 12 Ak
OSBP LA & CERT K 52 HiL [y,
3.3 GOLPH3

GOLPH3ifi i 5 PIAPE, &5 T E 7 T & 5 P14P
(1R AR b, HFRE 45 5 L8N B MY O18A, MM
BT B R KAk S F-actin, 1% A AR FIRT4E R
TR BEAA R TE A L S TGN A4 3 s i /M
s 5 11 . Dippold %552l ik ik — Bl 4k e A7 T
R HEAR b I Sacl -K2A AR 44 M 1T 15 45 31 KEPI4P,
7 Hela4fl iy /X Fh 58 45 4 1) 2 1A 5 8L GOLPH3 M 15
IRFLAR WK, 1X R W] GOLPH3 & A7 T /R 44 |
e At T-PI4P(K) A7 48 LA Jx GOLPH3FIPI4P . [d] [¥] 45
Ero WA 928 W], GOLPH3 5 PI4PIH 45 & 75 B
30~2937 Z AL MR A7 (EPY . GOLPH3YE 41 i Py K &=
171, "EAEPIAPI B 45 50 %, HABPI4PLS & 8
£, F50SBP, CERTVL K FAPP, ix $6 85 [ 3= i 45
IR A B (16 20 o 3 338 1 O B S 3 ) (AT T LG ) 27
Mo DR, PTAP AT LA ] B i 428 1 R BEAA Bk g A K
LI 2R AE, A FE B L R s AR R, 38 T v e
FEARZ K ST AT A

F) I siRNAYTERHC VK 42 41 i ) GOLPH3 5%,
FHMYOIBAR [ 4 9l /b 73 WA (1978 #5411, (H A2 ik
DA P FERNAT R il RN, 40 A 40 s 55 1) Jk
PR BRI T, 11040 B P s FE R e LT, X R I
SRR AR T AN

1% REVPS747%K 11 /& GOLPH3 ] [ V5 A&, 43 HF5%
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AL

RIS il 5 i 2350 4 5 coatomer
gity, R R M U 2 COPLER I rh 254 M\
YEFE T RESL L RE G Thfie, I R RR HEPI4P LS &
IEE A B R EEAA
3.4 FAPP

GodiZEP2RfiA T P RIPIAPR N A 1, DU R i
fic. %8 25 (1 LRI2(FAPP1FIFAPPY), X P i 25 1 468 5 o7
FTGN E, Jf Hi it HPHIX 5 5 PI4PLL JZ ARF145
Hro i PRFAPPEL T LA FAPP (1) A7 5 #B 2 il i K
FEARB U S ris . S4b, i R IAFAPP(YPH
DX 3 o5 i i Bk oy 24 . ARFLIEHCVIR) 1 3 A
T, HsiRNAB /N 431 4 il 77 BFA#I i ARF 1
J&, HCVIRI AL I BELIET . FAPPSE 7 S HCV & il 54

R, WF7FEA DI,

4 PUPIERZERIATRIAEL
4.1 $5R5

OSBP1FICERTIX i PMPI4PL: S S 5 T
BRI 10 A5 1, TITHC VIS 25 11 52 52 ol 4 1 i 45
0046 57 B #0 #ll.- Sakamoto®EOH] HHHC VL 2 A 4
S A0 MR IR R G E T — Bl o vk 1) K B L
B WINA2SS, X T —FlOB (KA WTHCV [ /437 il
o NA25SBHT 1 85 I (IR 48 1 = 22 e s i) M3k
£ 18, HET] T 22 R R e A% i 1) 95 1, P
THCVAEG M A S5 IR LR

Aizaki%5 5 B 5 HC VIR 27 URLAH 6 14 BH [#] e
DL S 5 R A A P et 995 B AR 1) 1 3 DA B e e v L
A EIVER . LA A0 5595 2 1 JEL ) e A
T EL A, 2 B0 75 R B & IR . 2B T 1Y
JUEL ] P sk 7K ARG 7 AF O PR STl M L - 7 5 4
W O T Y, T D e H A A0 A R T K
ek FIah, R IUESTE AR O g 4 3 0 BT T 0
FERORLIP) A 77, (H AN 199 BERN A &, 1% =
5 AR B A R SR AL T B2 — R 3K IR THCY
YRR

Weng Z:0587% T i Mg 45 A HCVEE [H R 161
NS5B, B 1% 1 5HNSSB 5 MR &5 75 1) 3G P 1k 1M s
R AREE Y. XA RS, NSSB&E & Wy IR
W T B [ THARRNARI S & . WRENR T A
gl A B K Y 1a i INSSBAHE S F A s HERN A 1)
RNARA G AR, SRR & 5N A 2a
fFINS5B. NS5BI1) i I 45 A X 57 T-231~26017

AL R (R e e M-3R g &5 k) 2 T, Horp241Qx 1
S5 A e R IR L R
4.2 fE[EES

OSBPZ: & AF % {4 iz % 0 [#] i, iy JIH [ 19 2
HC VA iy J&l ) AN AT B IR 20 1 HOV S U2 1
TR TS AR T30 B SR, fEIm K BRI
JIGE 107 75 P AT JIH 56 I 0%, 3K = 2 T AN IEH )
H =158 LLAIH [ WA Qg i o AEM8 EHC VIR A
ob, RPN H o = e A = BT

VA WU WTHC Vi 13 J0RL & 25 A 8] e, 17 2%
Wk T 7 16 L i T 32 800 7 58 4 e RGP 5
Ak, 7E TR BT 28 99 ¥ 4K JFH 1 (Japanese fulminant hepa-
titis 1)rpr, JIH [ 2 5 698 A 14D LG AR DT T 48 B B R 1y o
O ] T R8T P B A 2 AR JBERY P 1 2 50, B 43
TR T BUBT B G R, W] e s OO A L R
Gk B I w1

JH U v BB 22 16 T B 1 e AR S IR B
(very low density lipoprotein, VLDL), ‘& & —/N &
R AR Y1 = TN & T I =1 D W [ e SV S R
A WENE 2 L & ApoB-100F1ApoE, A HF 573 I
1 ApoB-1001%%1 - ApoES+SIP) K MTPL>6-lfy v
P2 400 P g R UK PR RS T8, 3X K BI VDL
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Interplay between PI4P and Hepatitis C Virus

Yang Guangbo, Hong Zhi, Zhang Leiliang*
(Institute of Pathogen Biology, Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing 100176, China)

Abstract Hepeatitis C is caused by Hepatitis C virus (HCV), and has strong epidemicity all over the world.
The HCV is mainly spread by drug injection, blood-to-blood contact or organ transplantation. In rare case, HCV is
spread through blood dialysis and maternal-infant vertical infection. Upon HCV infection, few patients get acute
infection, whereas most of the patients turn to chronic infection, and roughly one-third progress to live cirrhosis in
less than 20 years, some of whom will get cancer. In addition to liver lesions, HCV infection can also cause damage
to other tissues and organs. Thus, exploring the underlying mechanism of HCV infection is particularly important.
In recent years, an emerging role for host factors including lipids in HCV infection has been discovered. Here, we
discussed the recent progress of the role of PI4P and its associated proteins in HCV life cycle. The biological func-
tion of sphingomyelin and cholesterol is also briefly summarized in this review.
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