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[ Abstract] With the emergence of patients with chronic hepatitis C (CHC) in special groups, the
treatment options of interferon and ribavirin is no longer suitable, and direct anti-viral agents (DAAs) bring

the benefits for the patients with CHC. This article aims to compile and analyze the interactions between anti-

HCV DAAs and other drugs which mentioned in EASL, in order to guide the application of DAAs in clinic.
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1. £F X NS3/4A L &t & & B4 %] 57 (protease
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DSV) k@ TIEZEmREMS, 250 mg/ fr, FHE
1. SOFA & 4400 mg/d, #780% ¥ HEHE#, 15%A
EAEHE, kR S SOPfE F i35 W U B zh k. x¢
TrEERESA, BE/NREEE (gomerular filtration
rate, GFR) << 30 ml/min/1.73 m’>, Z ESRDHCHCE
#, W LSOFFEM A&, %A EHCHC
B, SOFRZEREI LB, B+ EFhE
E B H P A E M 72315, SOFEF2512~24
F B8 B, # B BISOF + PR £57 4 4 12817,
DSVEZZAFRERH, Rt ¥ F F 8 IR0 i &

(=) 3MULE ZH &EAH 7 (fixed-dose
combination, FDC) &, b #§DAAs

1. SOF/E 1My % (ledipasvir, LDV) : SOF 400 mg/
LDVOmg, %H E1K. LDVEEmdfEitdn, 2%
FEHE M 20 1%, ™ I o 6k 490 0 iF 34 &6 IE % CHC
B# ., LDV R R FERZAM, KLDVH T
M ENCHCEE L FREANE. B, #EES®
RERF T EEESOF/LDVA &, H™E Tk
#E (GFR< 30 m/minV1.73 m*) 24 ESRDE f1 ik %47
MCHCE#, wAHREFAFE.
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