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RIEAT B/ 4EM A FH B & BB E
B35 ARG 7 38 R 3 R e TR AR T 28
TR BB T R 22 Ak

— D ESE AR

WA, BE, G UR, BAIA, BAZE, # 8, % (BT AL BANRKREST o0 HREL R 610066 )

HE. B MG R84 H/4Em0h 35 (sofosbuvir/velpatasvir, SOF/VEL) BE&EAEES
FEFIAK (ribavirin, RBV) 67 JEK 3RS N B 2855 (hepatitis ¢ virus, HCV)

TR F WA N Sz 4 tE . F3k BL20184E12 H 2202041 A 2 Al #l i A 3t DA Im PR =
7 LS [ 84 I R 3 BB MEHC VB G E ORI Fixt &, gt B I s 56491, 042
WAL 1745, AR BA R A 1 1451 . AR 4 K i 1% T LASOF/VELEX & BUA KA RBV
PURTRIRIT12~24)8, KB E IR, YEIT4 . IR T 45 I DL YR I7 45 R s 128 JH- 2
it [NRRE LN (alanine transaminase, ALT) . K| JXRAREILFHE N (aspartate
transaminase, AST) . MJHZ[ & (total bilirubin, TBil) . HZ&EH (albumin, ALB) ]. '&
Uige [JRZE WLEF (creatinine, Cr) ] AR [FI4HM (white blood cell, WBC) . IfL4L
#H (hemoglobin, HGB) HIIfil/Mi (platelet, PLT) ] 24845, K llFLAATT 45K G
128 (A FEA . RN PR IE S B FEVR T R A R k. R ESS /Tabr NiRIT 45K
Ja 128 BIFF 8% 527 N (sustained virological response, SVR) FIVGIT A R K
AL, 45 LS80 (95.2%) FARISVRI2, HAEMETRIAT & . A% A4k %
FARZHIRTAE AL B2 FISVRI290 5 100% (56/56)  94.1% (16/17) F172.7% (8/11)

EZRAGFFEE N (P=0.003) . 2HEFARA. AL S RAEE A AL &
FVRTT W a1 28] A8 FEE S 5 3 4 B35 P [ (6.7 £ 0.7) kPavs (7.4 + 1.1) kPa,

(17.8 £ 3.1) kPavs (25.9 £ 3.4) kPa, (23.0+4.5) kPa vs (31.0 £ 4.9) kPa; P¥<
0.001]. 34 EFIAIT EALTRIASTI BRI B 2L (PH¥< 0.05) , JRE. Cr. WBCHI
PLTZE R G E L (P > 0.05) o ARZEHA-AEAAN AR B4k 2 5 VR YT 5 ALB
R BT, HGBEUIELE B L (PY< 0.05) o 8441 Bk AR R Fifh kA%
N13.1% (11/84) , HA GV R 58 . A IR AR R S A% JH R A S8 AN R Ak
RAERISHNGI% (5/56) « 11.8% (2/17) F136.4% (4/11) , ERLHITH¥E N (P =
0.055) , W WHIARFHOFEREDT . IR M, TEARFHRKE, TRARSE
S8 EaITH b, 4518 B SOF/VELEL & BRI S RBV 7 9077 2 K3 S HCV 8
B BAREMSVRI2, NRFMGRAERBRIR, THRERE, ZetRIE.
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He Qiufeng, Hu Rong, Zeng Yilan, Mao Chuangjie, Kang Xintong, Yang Qi, Li Ping (Department
of Hepatology, Public Health Clinical Center of Chengdu, Chengdu, 610066, China)

Abstract: Objective To evaluate the efficacy and safety of Sofosbuvir/Velpatasvir (SOF/VEL)
with or without ribavirin (RBV) in treatment of patients with chronic hepatitis C virus (HCV)
genotype 3 infection. Methods A total of 84 patients with chronic HCV genotype 3 infection
from December 2018 to January 2020 in Public Health Clinical Center of Chengdu were
selected. Among them, 56 cases were with chronic hepatitis C, 17 cases were with compensated
cirrhosis and 11 cases were with decompensated cirrhosis. The patients were given SOF/VEL
with or without RBV antiviral therapy for 12~24 weeks according to their conditions. Liver
function [alanine transaminase (ALT), aspartate transaminase (AST), total bilirubin (TBil) and
albumin (ALB)], renal function [urea and creatinine (Cr)] and routine blood indexes [white
blood cell (WBC), hemoglobin (HGB) and platelet (PLT)] of patients were detected at baseline,
4 weeks of treatment, at the end of treatment and 12 weeks after the end of treatment. Liver
stiffness value of patients were detected at baseline and 12 weeks after the end of treatment. The
occurrence of adverse events during the treatment were recorded in detail. The primary outcome
measures were the sustained virological response (SVR) 12 weeks post-treatment and adverse
events during the treatment. Results A total of 80 patients (95.2%) achieved SVR12, the SVR12
rates of patients in chronic hepatitis C group, compensated cirrhosis group and decompensated
cirrhosis group were 100% (56/56), 94.1% (16/17) and 72.7% (8/11), respectively, the difference
was statistically significant (P = 0.003). The liver stiffness values of patients in chronic hepatitis
C group, compensated cirrhosis group and decompensated cirrhosis group after treatment were
significantly lower than those at baseline [(6.7 + 0.7) kPa vs (7.4 = 1.1) kPa, (17.8 = 3.1) kPa vs
(25.9 £ 3.4) kPa, (23.0 £ 4.5) kPa vs (31.0 £ 4.9) kPa; all P << 0.001]. The ALT and AST levels
of patients in three groups after treatment were significantly lower than those at baseline (all P <
0.05), and there were no statistically significant differences in urea, Cr, WBC and PLT (all P >
0.05). Compared with those at baseline, the ALB level of patients in compensated cirrhosis group
and decompensated cirrhosis group increased significantly and HGB decreased significantly
(all P << 0.05). The overall incidence of adverse events of the 84 patients was 13.1% (11/84),
the incidence of adverse events in chronic hepatitis C group, compensated cirrhosis group and
decompensated cirrhosis group were 8.9% (5/56), 11.8% (2/17) and 36.4% (4/11), respectively,
the difference was not statistically significant (P = 0.055). The most common AE were fatigue,
headache and anemia, no serious AE occurred, and no treatment was discontinued due to AE.
Conclusions The application of SOF/VEL with or without RBV in treatment of patients with
chronic HCV genotype 3 infection has higher SVR12, lower incidence of AE, with significant
efficacy and good safety.

Key words: Hepatitis C virus, chronic; Genotype 3; Sofosbuvir / Velpatasvir; Ribavirin;
Efficacy; Safety
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JEBRHCV, R0, ARHCV AR 45495 A i
HARIN, BCERKIEAAER, BT A RIS RER
N (sustained virological response, SVR)
RIVE YT 45 R ) 128 824 )8 % H sy R SOl A
HCV RNA",

KIALLR, WA RAREIRTT TR R ROl
Tt E (pegylated interferon, PeglFN) A F|E
FH M (ribavirin, RBV) , AT E AR T %=
HITABK. NRRMNZ . 5202 KN E R,
HRAEEIA A B E A T8, IR LR IR KRS
& BRG] T ARG T E E S Tk, W
Z HEPUREEAY) (direct-acting antiviral agent,
DAA) fH4k b1, RERE$SEmSVR, HITHEFH,
ARRBIEAD, BTFHERNE O RDAAR AT A
FRUS, FREF20184E5 H itk R A S5/ 4E b ih
(sofosbuvir/velpatasvir, SOF/VEL) T i&y7iz %
RIFHC VIR Gy, SR B A A IR ERC A A IR, A<t
& AE B S SR A SOF/VEL YA I 3 K 3 AL 18 P
HCVIER G 1A 8 Koz atk, DUHNIE IR TR
Sk,

1 ZRSRHE

1.1 At & EEE20184E 12 H 25202041 H T R i
ANFE TG REST PO ati2 12 R 3RS HEHC VI e
T CHFEE A5 . AL J A EE BT
ML) ARFRAT G IAARE: OIMIEHCVTA
BETE, FEZEHCV RNAFAYE; @%ifE= 64~ H; GHCV
FEE RN, @R = 18%; BJESOF/VELf# H
. HibgbrdE: OJLE. 4EUR. WAE R, @F
AIEE OB, ISR AR R @RS
RI3MHCVIER YL, BRA IR ARG @XM
o OXSOF/VELMK S BE . 25405
IR B AR T AR E RIS R T . AW
ZERIC IR o iHE (2016Y-10) .

1.2 AR 7k RFFE— DU, Mg, £
PABIHE 7T, S8 €201 84 WM 9 2% 2 T A 4%
WITHEE R ) PSS A X BRI, AH 5
X 523K T 8 PN B 2% RN 3a Y AR I A4 i
& @ I SOF/VEL (400 mg/100 mg, 4 H17k)
YRIT 1208 s 30 BRUARAE WA 4k A2 2R AR 3 M dii 4k
HH H#ISOF/VEL (400 mg/100 mg, 4 H 17X Bt
&RBV [10~15 mg/ (kg-d) ] ¥GI712/8, HRBVA#
FHZE S 1) R AX R B i 4 26 5 43 430 5 SOF/VEL
(400 mg/100 mg, FH1K) ¥GIr24)4.

1.3 MRARARF M 7 ik WEEBRHEEREL. A
ST AJE IR IT A5 RN R 9T 45 R S 12 A A Ok 3

W, FTEAFEO MR . FB. KhE
6% (body mass index, BMI) FIREA %56 2%,
(2HCV RNA: XFHEE:Abbott Real Time HCViR
G [SEm 5O E & KA M4E X< N (polymerase
chain reaction, PCR) %] #IHCV RNAZL &, #&
MRPRN12 TU/ml; @F:H 78 RAZREHCVE:
R o3 IR & (PCREEHGARENE) TPAEHCV AL
Rl 3 B R WA, @RFHEEEAR : K FEchosen /I %
Ay 53 7 S SORE I A R AL, L IR E R RN
7.3 kPa; OFFIIREAE ThRe: KA AN EL ST
% CHAZLSTO008) Ha il iR = HkH: #4 lf (alanine
transaminase, ALT) . KI[T& &R
(aspartate transaminase, AST) . HJHZZ& (total
bilirubin, TBil) . FH# A (albumin, ALB) . JR&
FIALEF (creatinine, Cr) %5; ®ILHE#: XHEH
FMER (BC6900E 1:NX500i) #&illl FH4HME (white
blood cell, WBC) . Ifi£[5& (hemoglobin, HGB)
AL /MR (platelet, PLT) %5; @A RFHMFERAER
B, BLHE SIS T A A

1.4 3748 A7

1.4.1 FEFMIEIE OSVRI2: JRITEHRE12H
HCV RNAMK TR TR (12 TUmMD ; @R R
RAENEDL .

1.4.2 REFENFEA: Q4 PR # 5 N2 (rapid
virological response, RVR) : J5J74EHCV RNA
TN TR @iRIT &5 R #EN2Z (end of
treatment virological response, ETVR) : 547 45 A}
HCV RNAKTHEI PR @ A AR 11K s
@OHFThee. 'BIheE. I SR PR B I

1.5 %it 422 R HSPSS 22.0HHT 481t 2 0 #r o
. HCV RNA. JHEZ{E. TBil. ALB. JKZ&.
Cr. WBC. HGBAFIPLT A IEZ 70 A {11 &= % K,
ALTHIASTE X UL e J5 75 & IR 73 A, PAx+ s
N, RIS TT Z 08T, R4 [R)AS [R] B[R] R
() B ICR FH B I 7 2250 i, AN R PR LR SR
LSD-#f 56, 0. BEARBV. 3bkEAAL, SVRI2,
RVR., ETVR KA R FH kAR NTHEE R, DU
BORE Ay $kon, HAp kR FPearson 4856, AN
3697 77 ZHISVR12. RVR. ETVREL K A [ FE A
R RVR R SR I K%, AR Fisherks:
. UIP < 0.05NERASGTZEE N, ZHIHE
BT EL B, K F Bonferroniyd: it PAE AT AR IE,
RIEJR AP < 0.05/3 = 0.017 8% % H Gt Lo

2 4

2.1 — A AW HE R 3 RS EHCV



JRYLE, BISE T 12~ 24 A PR G IT, HI5E
BITE ARG 125 RE T, ToiR HEUE . At
P49 (58.3%) , iE3SHI (41.7%) , R
(453 £9.1) %, 1@MERNBMFLS566] (66.7%) ,
R FREAL 175 (20.2%) ,  J AR 2% i A A 4k,
114 (13.1%) . HCV 3bFEFEAI704] (83.3%) ,
HCV 3aEk 1441 (16.7%) , WE1. ¥)iGHEE
78 (92.9%) , ZWREEMN (7.1%) , &iRiE
F 45 BEAE A B ik PegIFN + RBV, 24 & it H i
EER “H =7 (BARIEMBLERMBE R .
AT 545 (64.3%) HFSOF/VELGIT, 304
(35.7%) [ FISOF/VEL + RBVIIELSIRYT, 82/
(97.6%) JTREN12F, 261 (2.4%) J7FEN245 .

THIE FFHBVE G (545 FHBV DNARHYE, Hr
AB AR B S R FHHHBVIRIT, 1Ak A B i 48 T3

HBMFAEE - 9

PLHBVIEYT, 2HBV DNAfK T FRR, ARAH
FHTHBVZY)) , 1616 I N 2 Gy e e o 73 8k e
CEEB 2 m s B S i B9 9T) > SHI A I
IME, 490G 8 PRI -

2.2 REFEA 844 B & MIKSVRI2ZNDS5.2%
(80/84) , RVR}86.9% (73/84) , ETVRN96.4%
(81/84) , WFK2. KIAFISVRI2MHEHIL4p], ¥
ANHCVIER3bAL,  Hor 345 g 5 AQ 1% 1A TR Ak 55 25
QBIARBARBY) , 16 MBI RL B E CR
BARBV) o HREF1IH], HEEFB3LHHCVHHK
FAAZ AL B, REXAGRBVIRYT . LASOF/
VEL N E A 75 G 7 B K3 818 riﬁ\iﬁ”)%%ﬁuﬁ
LR RE AL 2B R B 2 LB Ry, TR H

T A, 55 3 R T 200 22

23 REENH BABEHERBEARFMHRERN

x= 1 BERER. KEHFRCMEKERFELCER 3 B8N HOV BAFEN—RFER

k| BMARAE (564))  REHAFEML (176]) EARAZHAFREAL (114)) %itEMd Pit
i (xxs5, %) 443+8.8 455+10.4 50.2+7.4 F=1.957 0.148
F [ (%) ] 32 (57.1) 9 (52.9) 8 (72.7) 1 =1174 0.556
BMI ( x+s, kg/m®) 22.8+2.1 232+2.7 21.1+1.8 F=3.496 0.035
BARBV [#] (%) ] 8 (14.3) 13 (76.5) 9 (81.8) < 0.001
3bAEAE [ (%) ] 45 (80.4) 15 (88.2) 10 (90.9) 0.741
HCVRNA (x=s, lgIUml) 6.1+1.0 57409 63+13 F=2.066 0.133

e PR LLERES, BMICRH LSD-t /3, LA P < 0.05 AZERASHE L, B4 RBV XH Bonferroni i:%} P HFATAZIE, KIESE LA
P < 0.053=0.017 NZEFHGHEE L BUERTRTRA ST 4R, BMIt=-7293. P=0.468, B4 RBV 1*=21.669. P <
0.001; 1§95 T 2 24 5 J AL BARF R AL LA B, BMI £ = 2.350, P =0.021, B4 RBV 42 = 18721, P < 0.001; fR12HARFAEAL2H 55 24t
AR REAL A EL, BMI¢t=2.525, P=0.014, B4 RBV ¥ =0.000. P=1.000; “-” g Fisher k%, ToEARG TR

# 2 SOF/VEL BX&SAE A RBV JATTEE 3 B8 HCV BREEMBEZNE [ (%) ]

283 L3 SVRI2 RVR ETVR
12t R AL K 56 56 (100) 52 (92.9) 56 (100)
ARAZ 2T ARAL 17 16 (94.1) 14 (82.4) 16 (94.1)
K ARAE AT ARAL 11 8 (72.7) 7 (63.6) 9 (81.8)
SitEMh - - -
PiE 0.003 0.023 0.019

BT E
SOF/VEL 54 51 (94.4) 45 (83.3) 51 (94.4)
SOF/VEL + RBV 30 29 (96.7) 28 (93.3) 30 (100)
St 218 0.000 0.930 0.492
PiA 1.000 0.335 0.483

ARA
3a 14 14 (100) 13 (92.9) 14 (100)
3b 70 66 (94.3) 60 (85.7) 67 (95.7)
s%itE1h - 0.084
PfE 1.000 0.772 1.000

e PP, SR Bonferroni VAR PAEZATIRIE, BIEGUA P < 0.05/3=0.017 AZERA GiFFR 3 SHERRAT R A SR
fLAAALE, SVRI2 P=0.233, RVR /=0.669. P=0.413, ETVR ¥’ =0.405. P=0.525; &M HAFRHES 9§ﬁwﬁgﬂwjyﬁjﬁgw, SVRI2 P=
0.003, RVR )’ =4.946, P=0.026, ETVR /' =5.156. P =0.023; A RI02 5 R R BIFRE(LAATEL, SVRI2 ¥ = 1.054, P =0.305,
RVR *=0.449. P=0.503, ETVR ¥’ =0.162. P=0.688; “-” R Fisher 55, THAG B, HRWNELEKIE » 4.
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13.1% (11/84) , HA @RI . QL2 B i
AN IRARAZ JA B AL B8 3 AR AN R SR R AR 0 3l
H8.9%. 11.8%H136.4%, ZERTLGIT¥E L (P=
0.055) . WHWARFMHOFEZT). L. A I
Dhaeditn. MRS, SRy MxXmA R F4
RERERR, AEmPURsasT, LTEARS
PEURIEEB R AL, TTHRA RF4FERITH IR
B, WLER3.

2.4 AR JEAE MRTENTURE 2 . AR HARFREAL AT R AR
PEIARTREAL 3 VR Y7 45 R G 1 2 A P AR 1) BB T
Rk, ERAGIMERE L (PY<0.00D) , k4,

2.5 Frohee. B hfeAednm AL BN R BE S
FURTEI8T JEALT. ASTHITBIlX R4 /K F 5%
BRI (P < 0.05) , ALB. BIifesets JRE.
Cr) KI##FEss (WBC. HGB. PLT) ZR® T
GiilhE X (P> 0.05) , WES. L6
TR RAREE S B AL B8 3 S DU 88787, ALT.
ASTIIL L KT 3 FRAK, ALBEIEZ KT B2 T
& (P¥<0.05) , TBil. BIhfe (JR&E. Cr) M
M (WBC. PLT) ZRTEGiF¥E L (P¥>
0.05) ; P4l EFHGB/K FEEFELL B EFK (P
¥<0.05) , WFK6. FKT,

%3 SOF/VEL AT A IS RBV ;57 RF 3 BUEM HCV B NAREMH[H (%) ]

285 4% Rt FF 2 Gt R An g ES] KA B 5 AT R B4
OEASEAN 56 3(5.4) 2 (3.6) 5(89) 2 (3.6) 2(3.6) 1(1.8) 5(89)
ARAE IR A 17 1(59) 2 (11.8) 1(59) 2 (11.8) 2 (11.8) 0(0) 2 (11.8)
RARAZ IR ALAL 11 4 (364) 3(273) 3(273) 2 (18.2) 0(0) 1.(9.1) 4(36.4)
P& 0.013 0.019 0.187 0.103 0.258 0.285 0.055

T IR, KA Bonferroni % PHBEATRIIE, RZIEJELA P < 0.05/3 = 0.017 NZERA G258 X

T AT AL A

PR AR EL, #E0 P = 1.000, FFShAefMUisineE P = 0.230; 18R AT K45 KA E AT L, #300 ° = 6.424, P=0.011,
FFohREBGER N P = 0.028; AELINTRE(LLH 5 AL EELL A B, #00f0 P = 0.062, AT ShREMGEINE P = 0.353; 3 4l tbieR

Fisher #5%:, JTERAMAGIHRAE.

4 SOF/VEL BX&AHA RBV AT EE 3 BUEM HCV BREEGTTAIEABEEE (x5, kPa)

1) A AAAF K (564]) REEIFAAL (1741]) ARAZIITARAL (114])
EX) 7411 259+3.4 31.0+4.9
BT RIE12) 6.7+0.7 17.8+3.1 23.0+4.5

1211 6.160 15.040 4.779

P& < 0.001 < 0.001 < 0.001

&5 SOF/VEL BR&ARKE RBV jafr &R 3 BUEMHAR K BEMINME. BIMEMMER (x+9
LT A B4 BRER BT RIE12R FIE P
ALT (UL) 87.5+51.1 40.6+24.6 253+104 23.5+7.6 148.459 < 0.001
AST (UL) 67.5+39.3 33.5+16.9 23.6+92 21.6+8.4 143.393 <0.001
TBil (pmol/L ) 124+55 13.1+£58 11.1£5.1 102 +£4.0 6.944 < 0.001
ALB (g/L) 44.5+4.0 449+3.1 452424 45.0+2.4 0.550 0.650
JZ (mmol/L) 50+1.0 49409 49+1.1 51+1.0 0.967 0.415
Cr (pmol/L) 69.2+13.2 69.0 £ 15.1 70.0 + 15.3 72.6+14.9 2.467 0.064
WBC (x 10°L) 62+1.6 64+1.6 6.6+1.5 6.4+2.1 1.714 0.175
HGB (g/L) 146.6 £ 11.6 1449+12.9 143.6 £12.0 144.1£12.9 1.983 0.119
PLT (x 10°L) 199.4+49.0 198.5+48.1 201.9 +54.1 197.7+47.2 0.564 0.641

W ALT NRRA LB, AST RITXRRALE BN, TBil RIEA X, ALB HEMA, CrULEF, WBC A4ifiit%, HGB IMaEH,
PLT If/MR T34

HILLLAHLL, VYT 4 8 ALT t=12.817. P < 0.001, AST¢=14.609. P < 0.001, TBilt=-0.887. P=0379, JAJr 45 ALT t=1.890. P <
0.001, AST¢=16.610, P < 0.001, TBilz=1.685. P=0.098, iy &5 )5 12 i ALT ¢=1.619. P < 0.001, AST¢=15.706. P < 0.001, TBil /=
3.244, P=0.002;

54897 4 AR, YAIF45 R ALT £=0.589, P << 0.001, AST ¢=6.160. P < 0.001, TBilt=2.747. P=0.008, JAJTEH )5 12 J& ALT ¢ =
0.594, P < 0.001, AST/=5.824, P < 0.001, TBil#=4.429. P < 0.001;

Sy ALk, I EEHS 12 B ALT = 0.865. P=0.387, AST¢=1.833. P=0.071, TBilt=0.164. P=0.106.
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#* 6 SOF/VEL XA A RBV AT £ F 3 R EHFELBEIE. SHEMMER (x5

oSIUE RN K G ITAR BITRER GBI RE12) Fi& PiE
ALT (U/L) 76.5 +50.5 35.7+20.9 283+12.2 26.8+11.2 17.295 < 0.001
AST (U/L) 64.0+37.3 31.1+14.0 251+11.2 243+113 31.165 < 0.001
TBil ( umol/L) 19.5+7.8 17.9+5.0 14.7+ 6.0 13.2+5.0 2.618 0.092
ALB (g/L) 40.5+5.0 41.2+4.1 423+47 43.0+4.5 7.890 0.002
JfkZ (mmol/L) 51+1.1 48+1.1 50+£1.2 54+12 1.801 0.160
Cr (umol/L) 66.2+13.6 66.5+17.1 68.1+17.2 71.3+£17.3 1.865 0.148
WBC (x 10°/L) 43+14 45+1.2 46+14 47+1.2 0.749 0.541
HGB (g/L) 141.6 £15.4 135.7+13.5 132.6 £14.2 1343+ 17.6 4.834 0.005
PLT (x 10°L) 167.3+39.1 170.1 + 40.7 173.5+47.2 1719+ 44.2 1.147 0.340

W ALT NRRA LB, AST RITXRRAILEHE, TBil RIHA X, ALB HEMA, CrULEF, WBC A40fiit%, HGB M4 EH,

PLT I/t 4

HIELRHLL, 897 4 B ALT r=4.755, P < 0.001, AST¢=5.432, P < 0.001, ALB¢=-2.948, P=0.010, HGB t=3.301. P =0.005,
VRIT AR ALT t =4.642, P < 0.001, AST¢=8.064. P < 0.001, ALB¢=-3.412, P=0.004, HGB t=4.063. P=0.001, JAJT4 ¥ )5 12 J&
ALT t=5.429, P < 0.001, AST¢=7.792. P < 0.001, ALB=-4.573, P < 0.001, HGB r=2.325., P=0.034;

53897 4 ML, BITE5 R ALT t=1.571. P=0.134, AST t=2213, P=0.042, ALB ¢t=-2.440. P=0.270, HGB ¢t =1.820, P =
0.008, VBITLEH S 12 J& ALT t=1.833. P=0.086, AST¢=2.306. P=0.035, ALB¢=-2.065. P=0.056, HGB ¢=0.443. P=0.664;

SSRERIE D e
-0.595. P=0.560.

VRIT 45 W J5 12 JA ALT ¢ = 4.400, P =0.669, AST ¢=0.539., P =0.600, ALB ¢=-0.762, P =0.458, HGB ¢t =

&7 SOF/VEL XEHATEA RBV JAfTEE 3 BN BHAMEILEEIIIEE. BINRERMMEMR (£

A48 AR K B Y74 BRI HER RG22 Fii Pii
ALT (U/L) 60.6 = 38.9 38.6+31.3 31.7+19.2 24.5+20.0 21.982 < 0.001
AST (UL) 68.1+46.0 40.1+14.0 32.7+13.8 27.9+15.0 15.795 < 0.001
TBil (pmol/L) 169+7.5 18.1+8.6 163£7.9 147+7.7 1.140 0.349
ALB (g/L) 355+3.6 348+23 36.1+2.2 38.6+2.6 7.147 0.001
Jk# (mmol/L) 63£3.1 56+2.4 55+£24 58+2.1 1.442 0.301
Cr (umol/L) 76.3+23.5 743 +16.7 752+ 14.4 79.1+£19.1 2.341 0.149
WBC (x 10°/L) 33+0.9 32407 3.1+0.5 34+0.8 2.039 0.130
HGB (g/L) 131.1+13.5 117.6 £12.7 112.4+133 112.9+13.4 16.191 < 0.001
PLT (x 10°/L) 67.1+17.9 70.1 +25.7 69.8 +23.7 73.7+29.7 0.266 0.848

H: ALT WRIRAE LB, AST RINXRRALLBE, TBil BIHA X, ALB A&A, CrULif, WBC A4IMit%, HGB M4 &EH,

PLT I /MR 145

SR, JAYT 4 F ALT 1= 56.400, P < 0.001, AST:=3.341. P=0.008, ALB¢=0.623. P=0.547, HGB ¢t=3.897. P=0.003,
YAIT4E T ALT = 5.254, P < 0.001, AST¢=4.667. P=0.001, ALB¢=-0.671. P=0.517, HGB t=4.355, P=0.001, J8J7&H)5 12 4
ALT t=10.371. P < 0.001, AST¢=7.817. P < 0.001, ALB¢=3.138, P=0.011, HGB t=4.656. P=0.001;

53697 4 ML, JAIT 459 ALT 1= 0.944, P =0.365, AST t=1.686. P=0.124, ALB ¢t=-1.536. P=0.156, HGB ¢ = 2.466, P =
0.033, YAIF45 G 12 J8l ALT t=2.805, P=0.016, AST¢=3.584, P=0.005, ALB¢=-5.035, P=0.001, HGB t=2.332, P=0.042;

5097 &5 KA L,
-0.365. P=0.722,
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VG697 45 K J5 12 i ALT £ =1.975. P =0.007, AST ¢=1.359. P=0.203, ALB¢=-3.934, P=0.003, HGB r =
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