Hﬂ
S
el |
r
—
[ ]

AR el 2017 4R 11 #5460 % 114

E1E HCV BRE S5 R R TR

HRER WEE w2 A

(TEBE® ) BRER, EAFE R B2l R S0, R i 2255 302 B B IFREARi2YF bl 34, WK%
HUAR P S5 1012 W5 L 2 038 W RS 7, X TR AL B B0 2T 6 AL 8 97, B0 BRI A IR A MO BF 5. 3T 5 4F & #4551 ) i 5C 40
R, SCLIESC 14 5 SRS B S R 7 11,7, EH %l BEE 2 ¥, RAFEFAE — %% 5 W, BT b E T8 E B2 2
B LW ERLRELER LR YRR SR LR FAER WREER S ERE LW ER AW S, hIEE SO

WES ST gz Z 5, PR REGSLRAZN PR EZREBER L LR,

RESES R3S

N BT 22 95 B (hepatitis C virus, HCV ) B3t & {H
S A A I 1Y 32 B 2 — |, T A BRGE
Pl HCV 1@ PEi e ABEZ 1.8 421", 181 HCV &
Y 20 4EJ5 2 5% ~ 15% W/ K E I O R Ak, T
AL B8 3 AR R (0 R R RN 2% ~4%

18 Pk HOV S Oe 28 [y 17 T 958 O 2L 0 1 36 77 A4
Ok B 39w 75 25 W (direct acting — virus agents,
DAAS) VEIT IS R B B o 357 229 2 27 W 28 % (sus-
tained virological response, SVR) Hf 40% ~80% I F
F90% LL LU O ST R, 9T 6 Ak
BEZPURTEIRIT R4S SVR J5 ,HCC KA TR, AT
B AL A SE T A R AR R B R AL R R Y
2 RN RE AL B &, 2 A N PR A E
MRy 12 FF AT, 0T LURAS 100% SVR™ . i F
THER HCV X8 8 WUS IE K 5 2 i A 0% i
HAHE® EENE L, RE K% i HORVONI
(SOF/LDV) fir#% & 53, {H 2 X5 T BRAE T R IGIT K
W, b T A AR A BE L T 3 3 B IR 9T A9 HCV
BB AW AT T BN R BN A TR A AT
DAz 19t MR B 2K 15 5 IR JT (respond guide
therapy ,RGT) 9 50, 0 36 97 97 % , 46 % 7T 1 56 50
3 G AR B bR, [F] e a) DLk A R
# T DAAs 9 SVR [ GE BLUESTZ R BB
/N, EHIT 42 BR R 43 b X9 52 23 I kA Y 18 1
HCV & 4 B i6 45 M ¥4 HCV 35 BRVE b i 2 B Ax

B U H b AR BE e 2 il R BE o B BT L T 4 B B A
(13071110496 ;b 5% = 2% % Jih e 4 ¥e Bh 30 H (42411040D)

4 87100039 A R B A B %2 5 302 2% B AT i b 1297 —
O (BRER LA ) 5100044 b 5T K27 B2 24 SR 50 A Be (X

W RAEE R E R, BT {54 : guofengchen302@ 163. com

XHEARIREE A DOI

10.11969/j. issn. 1673-548X.2017.11. 001

DAAs IGIT VRN — i 07, D BE KM X i T
DAAs 259 n] KM la) 20, A7 4 90 2= Sy B Ak 1936 97 971
RE TR BT AR A R AR N T A AL A A
A5 SVR J5 HCC MR 4R BAH TR, E A HCC 1y &
HA DAA R IR E RBF L2 A e, 5l # AR5
MRS

—. HCV B 5 R L BT iE

AT 40 i 988 ( hepatocellular carcinoma, HCC) 42 Ji
KA T8 (primary liver cancer, PLC) i UL If) 42X
KA, TR EREN 5. 6% o HCC 255 5 0 UL i)
P AR F 07 S T BOPE T 0 DR P 2 i
BEE DAAs 259 (4t 3L, 18 M HCV B3R 77 19 Jr X
W TFE 7E & A A R AR SR T4k & T HCV gL i
SR 7™ R F R T N BT RO 20 AR N EIT K
FREEH K . HCV & F #0% % B (flaviviridae ) T %
i 2 J& (hepacivirusgenus ) , J F& [K 2 Jy 51 I GF %
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2 5 EE, 8 DAA JRYT R HCC W& & %W & 7t
o HrP PR BEF 2R W 5 & B AT A A A RRTE R
58 Bl REE A HCC f s H 4 32 s b g a7 B e o8
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324 ) (JIFAEAL 153 5], 5 47.2% ), Be X 9 T4 F iR
720 397 I (HFREAL 152 i), 5 38.3% ), 43 3 58 iR
I7 I HIBEDT 12 A~ A M 36 4~ A |, Kaplan — Meier 4 1%
M 2 A B, 4l HCC Ay B L By DAA 4
1.5% , TIEHL3.0% , WA K ERER LG
RN (P=0.250) . Cox Hu o] UGS A5 7Y 43 Bt &k 7, 2k
LRINHERY > 50 % H I 4T i b T R Ak K o PR
JE N LR R R R .
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TN A O e w45 25 07 20 48 R 2 %0 HCV J&R gL &
Byl gEATHUR # IR YT, OF B SVR ££ 90% LU b ik
20 4R F I R AIF 9T B 40 0E 52 T 38 R IR Y7 BT U 1) SVR
REWE W &R AL HCC 19 & A KUK, 4= 1 ik DAAs 3R 97
HCV &Y 3 45 B0 R g £, — S ik 5% 45 S UE B ]
DA BT B £k 4 B AE 6 T B, HCC & ZE %6 5 g
SVR ) T ¥ RIGI7 45 R A M. H2F 055
DAAs 47 HCV 597 5 HCC & A= 5 XU IF B A7 WA
HCC & KRB0 , AR IR0 5% 22 BUORE AR | /N (5
SR ETE S SANE RS E W iR ID O R E W T (E NS
GERT RS T @ EEMN, 5 — 7 WS BB 20 7 4
REZHT YR AR TE b BT 94 A5 1] 0% T U s 728
JERE TR R R . BLAh, 23005 BT IA LS SVR
Ja sZ M HCC & A 1 PR 2800458 i i W DR L o B I 2F
YA IR AL S o I DL Rp 2 AT 50 ™ A% 114 X6 iR
TR0 LA HEBR X B VR A% 2R 5 , o E— 2 W B TFN
5 DAAs Hit HCV 387 X HCC kA R A E K R 15
M, Aok B i 3 ARG RN & A4E HCC 1R fe A
BE, ARG HEIZ T R YT I B T FE AR .
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