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Clinical practice guideline for the diagnosis. treatment and prevention of

hepatitis C virus infection in patients with chronic kidney disease (2023)

Expert group on the diagnosis, treatment and prevention of hepatitis C virus infection in pa-

tients with chronic kidney disease

[Abstract] Hepatitis C virus (HCV) infection is of high prevalence among patients with chronic kidney disease
(CKD). There are many unique features in anti-HCV treatment of CKD patients. With the advent of direct-acting
antiviral agents (DAAs) and their widely application in clinic practice, the prognosis of CKD patients with HCV in-
fection has been greatly improved. In recent years, rapid progress has been made in HCV treatment, and many
DAAs have been approved for marketing in China. Therefore, based on The expert consensus for the diagnosis and
treatment of hepatitis C virus infection in patients with chronic kidney disease published in 2019, combined with
the domestic and foreign progress of clinical research and the national situation in China at present, a panel of
experts specialized in nephrology, infectious disease. hepatology and infection control have updated and issued this
guideline, to provide guidance for the standardized diagnosis and treatment of HCV infection in CKD patients.
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HBV /97,
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2 o WA A B AARGUIE [IR YT A T B AN
WA SVRE A TIMERLREE. TIHRLRER

HRH DAARIT TR 5 WA B EMIE . BE &
M DAA $U 5697 J5 R 3R 4 SVR, & LK
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b Ak fB AT 2 R R B A A5/ 4E A At S5 /AR 7Y A
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1) 2 A B s A 8 A 2R AR A s R o 4 4 1 g
I AT 2 8 R W A 5/ 4 i 35 (SOF/VEL) ih
I [ B P A 5 ARyR T 24 JEOT

6.3 ZMAAFK 2B R EEEAEIRE
AR B B e 1o ) AR E A L 0l g LR =
ik 557 ~ 8500, B e X F k2% AR h A AR AL B
HCV e AU 5 1 B i 335 A7 & 48— Bl
B PE N RYJH R SR AR 491 4 3 RIS BB RE IR
I7 I R BUAH I J e 4 il e it . RV O T A T R
RIGH 2 D/INERBE SR BT 7 DAARITY T &
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DD 22 4 WE D0, 97 R W S B R R HCV
RNA, R >R FH 78 8505 w8 19 52 1 o # PCR 3k 7] CRS:
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A K Al AR B HCV RNA R . @ i AETR T
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SEORET TRIT A S 12 8 24 A HEAT D) e A E 1)
g w e,

L2 A7 AE DE J 1 BT 2T 4 Ak S R Ak R L T R
HCV A BEAR T8 4k 2 AR 2 F HCC 1 & 4 %2 fHOR
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YAk RN BE AL B OE, TR B BEIR T R A KR
SVR. W% 3~6 A~ H 5 A — U 8 7 Il v
HRE L A HCC By &R,
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o I 3% AT S8 55 78 LA A% D0 B 4k 72 #6171 HCV
RNA g ks I - O & W I 46 10080%E B i s @ i A
IV 325 By 0 B A 5 3 1A 4 32 1L ) S 1R 9 s @
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M BE MR E & HCV R B mEAFZ
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T A A BE L DR R W AR AR X i B HCV Jg e 35 ik

TTPURTEIRIT . BEE 42500 5 25 ) 1 ) A0 3%
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SR AT RO AR . R BEAT A /4R O R
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SVRI12 Zh 95% ~96. 8 %731 | CKD G4~5D #j
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5D ] HCV B[ 1.4 B35 45 52 SOOR T3 /48 L 3
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o MLV BT H 0 7 ™ T R L 1 Ak B T 45
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« HCV 3 JE 8% e () I W 3% B f8 & R 3 %2
DAA BT E R ARIF A G 12 J8 LA SR IT 4
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DAA JRYT & 1 R A A I Bl 15 F 5% BB 4 99. 526 1)
4G SVR24 B H FFL - FF HCV RNA R af e
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73 SVR G RV KI5 3 4, & HCV RNA £F2L A
Apmeer,

9 BEBEEE HCV BRRETMERE
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