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FDA approved hepatitis C virus drug Sovaldi (sofosbuvir)

CAI Wei, CHEN Bin, TIAN Ning

Liaonnig Sebest Pharmaceutical Technology Co., Ltd., Shenyang 110079, China

Abstract: In worldwide, the infection of hepatitis C virus (HCV) is high, but effective treatments were lacking. In December 6, 2013,

US Food and Drug Administration (FDA) approved a new drug molecular entity for the tablet of sofosbuvir, with the brand name of

Sovaldi. It could treat chronic hepatitis C. As an HCV polymerase inhibitor, sofosbuvir binds to the NS5B active site, causing the

termination of RNA chain replication in HCV. For targeting of NS5B polymerase, it is the only approved drug in the world. Sofosbuvir

combined with pegylated interferon (Peg-IFN)-ribavirin (RBV) or with only RBV has better effects than standard treatment regimen

on improving response rates and reducing treatment time, with broad application prospects.

Key words: hepatitis C; sofosbuvir; new molecular entity; NS5B polymerase inhibitor; approved new drug

WAV EEPEI 2 (RIFRN B 28 ) &—
Tl e 995 75 (HCV) B3 1 A T PRI 4
P DA A G0, SRR YR LN
3%M, 25 1.8 [ NIEKYL HCV, BEAEHT KR AR 2605
B2y 3.5 Jifil. WELH R R AAERMERAT, TS EUF
JEP P 2 FEIRFERN LT 4EAL, 100 4 238 P H 1%~5%
W] R IR AL B A T 4R M (HCC) kTR,

H AT, HCV a3 E 6 PRI, druEsasy 7
KNBZL EETIE (Peg-IFN) BE4F 12 95 bk
(RBV), BVARERAL 50%, 7 F7 208 5 sk
HIT LA B FEN 1 S 1 IRIP) Peg-TFN f74E
WE AN RN ZiAH B R R A 22 25
s, O ILI PR A A BT PR . DRI, R EA AR,
GERE VAT I IARR ] 4 D iR ANl Peg-TFN VA YT

gt BHEA: 2014-03-26

WIFIMEEZDUR 20 (DAAs) AWTHIL.

2009 FLLK, HEPURTTEZY (DAAs) FHk
HELT DU RNA S NS3/4A B (Bl 71
WP T RS WEETS . RAABER
—FPF 2 HCV RABEHDHI], ©AFEH T RNA
S RS NS5B SBA B4 4, il HCV
SR, RIS, 643 DR Y T JE
BRSSPI A o S A 2 IR EELR) (FDAD
T 2013412 H 6 H, ftEh3EEFIHE (Gilead)
A A BRI BRI R TR A R AR T
(sofosbuvir) Ji#l, 74 Sovaldi™, HIT-18M A
BIRF% (CHC) HIVATT

RIEA T3 (sofosbuvir) F I H & 5k 400 mg,
HRF RS AR . SCIOR L LT e 2. iR

EEEN: 55 2 (1981—), U5, TR, WF50)7 i R 2RI n L . 9™ wh PR 5 o Tel: 18640181428  E-mail: heavybird5188@sina.com.cn



-286 - t¥ishet %, Drug Evaluation Research %5 37% 3381 20144E6 A

BReE. H R AT AE R A . P 7R R
MR RORE WAk ALK, S
P, Rt N A K A g Ek, o
T 3N CuHaoFN;O0P, AHX 23 F il 529.45. 4k
2 429 (S)-2-((S)-((2R,3R 4R, 5R)-5-(2,4- — %4, -3,4-
T EEE -1-(2H))-3-F5 5 -4- G -4- - 2- DU SRR ) -
FHAERE)- WAL AR SRR = B N TR e AT, &5 LI 1

o H
>_o B N_o
1 ZHIEHFEMNX

Fig. 1 Structure of sofosbuvir
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Table 1 Dosage regimen of Sofosbuvir
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