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HE. B HiTE SBRAE S iEMR T (tenofovir alafenamide fumarate, TAF) #JUG1EIT &
REE T BT 28 AR AL i 07 R B 22 4t . sk Il mipE Ui 822019466 H 22021455 A 1
TR SRR 2 B b B A 22 B B AT B 1 5 390 00 U6 B B TR T B RARAZ T 2 R R
AL FH N T G . HARTAFA430f1], B E <5 (entecavir, ETV) #1234, KH
I SUA BT FR A BT 9 4 HR 3 AN [ I ] S5 HBV DNA. R K Bedi R (hepatitis B
virus e antigen, HBeAg) . WZAMRZE¥# M (alanine aminotransferase, ALT) . &
JHA % (total bilirubin, TBil) F&EMLEGFHES)E (prothrombin activity, PTA) . 115
Child-Pughi'F4yr. IMMLALEF (serum creatinine, sCr) . fH5LF)E /NERET % (estimated
glomerular filtration rate, eGFR) . Hl =g (triglyceride, TG) FIEH[EEE (total
cholesterol, CHOL) %, Z58R OX}THBV DNA, [ S5 77 F2 3% B 25 7 A1 B [a]
TERZHAEH (Wald * = 2.07, P=0.56) ; H¥H %I E AHBV DNAZ R W27 L4
R L (Wald * =2.39, P=0.12) ; [fRFIAIZS{L, HBV DNAZEZFH ST %5
M (Wald y* = 21229, P < 0.001) , B4LEHEIT4H . 1251245 HBV DNAZL &5
RLWEE T (PH<0.001) . 24FK, TAFHEERETENEREEHTETVAH
[38.1% (8/21) vs 4.8% (121) |, ZREGiI¥m Y (fF =7.05, P=0.04) . QT
HBeAg, |~ UGS 7 FER AL A RIS LA BAEF (Wald * =9.39, P=0.01) ; %
i F) A I HBeAg/K P 4LIA 2 3 Si it 2% X (Wald = 0.84, P =0.36) ; P [A28
fk,, HBeAg/kFZ3H Gt = X (Wald y* = 16.27, P < 0.001) , TAFHEEEST
128 F124 A HBe Ag/K P 3L 248 .2 R % (-5 81.29. 1.14, P{E°40.001) ,
ETVALEH 12 HBeAg/K T B T4k (-7 =0.28, P=0.02) , {HI724H B3
KF12/E (I-J=-028, P=0.03) . 24K, TAFAMETVZIHBeAg!E %5 5N
22.7% (5/22) 47.4% (9/19) , ZRELIHHENL (F =275, P=0.12) . ®
XA R I ALT, TBil. PTA & Child-PughiF 420 51 A0 A oA FAR ] (Wald
3 H19.4, 1.58, 0.97f14.49, PE % 7]790.38. 0.45. 0.62F10.11) ; &} [A] fLALT,
TBil. PTA JChild-Pughi¥43 4118 2 7 4 it 228 X (Wald x*435150.003, 1.20,
0.147110.43, P{E4>%150.96. 0.27. 0.71410.51) ; F#ERFE 484k, ALT. TBil. PTA
Child-Pughif /) Z %A G it % & X (Wald y*43 5 48.86. 12.24, 14.12176.25, Pl
3 51°50.01, 0.002. 0.001, << 0.001) . 12J&F124)F, P4l E#H ALTFChild-Pughi¥
IR B R, PTARE T (PH<< 0.05) . TAF4JAYT12/8 124/, TBIl
IR B E T (PH<0.05) . JAIT12/H, ETVHBETBIUKF 5R-LER LS
BN (IWJ=2442, P=0.11) ; GJ724)8, TBIERLEE FE (IJ=30.78, P=
0.02) . 24/, TAFAHRELALT R FMALTHE % [63.6% (12/19) | BE &= TETV
4 [55.6% (8/14) |, ZRESGiF¥E N (P=0.002) . @VURTFEIT24H, MH4LH
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FIFREAL 3T RO R A R B E R (P << 0.001) , WARZER LGB (F =
0.20, P=0.78) . TAFZRETVZJHA 1k H AAE 56 49 2% 1) 838 73l R 1445 (46.7%)
ol (391%) , ZRESGITHEX (=007, P=0.79 . ©F SUAHHE 5L
sCr. eGFR. TGHICHOL {415 F M A2 EAEH (Wald x*43°50.18. 0.54, 2.36f
11.15, P{E5H1M0.67. 0.46, 0.12, 0.001) ; Fif[E AisCr. eGFR. TG CHOLZ|H]
ZERLG A ERE L (Wald 439 580.22, 0.02. 0.36. 1.13, PE%%150.64. 0.90.
0.55. 0.29) ; BEMHAAEML, sCr. eGFR. TG. CHOLZE RSt 2¢E X (Wald x*43 5
790.19, 0.26. 1.38%10.008, P{E4>#H140.19. 0.61. 0.24F10.93) . Z&5iE TAFHIMEIEIT
AL SR 2 AR AT R 2, ek e etk R AT

KR ELOMRAMBIEET; MR Rk, R TRk

Early antiviral efficacy of tenofovir alafenamide fumarate in initial treatment of patients
with hepatitis B virus-related decompensated cirrhosis

Wang Lilin', Lu Junfeng', Zu Hongmei’, Liu Dan', Ma Lina', Zheng Sujun', Chen Xinyue',
Hu Zhongjie'” (I1.The First Department of Liver Disease Center, Beijing Youdn Hospital,
Capital Medical University, Beijing 100069, China. 2. Department of Gastroenterology, The
4th People’s Hospital of Qinghai Province, Xi Ning 810007, China)

Abstract: Objective To investigate the early efficacy and safety of tenofovir alafenamide
fumarate (TAF) in initial treatment of patients with HBV-related decompensated cirrhosis.
Methods The clinical data of 53 patients with HBV-related decompensated cirrhosis who
received initial antiviral therapy in Beijing YouAn Hospital, Capital Medical University from
June 2019 to May 2021 were retrospectively collected. There were 30 cases in TAF group
and 23 cases in entecavir (ETV) group. Generalized estimation equations was used to analyze
HBV DNA load, hepatitis B virus e antigen (HBeAg), alanine aminotransferase (ALT), total
bilirubin (TBil), prothrombin activity (PTA), Child-Pugh score, serum creatinine (sCr),
estimated glomerular filtration rate (eGFR), triglyceride (TG) and total cholesterol (CHOL)
of patients in both groups at different time points. Results (DFor HBV DNA, generalized
estimating equations indicated no interaction between groups and time points (Wald y* = 2.07,
P = 0.56); there was no significant difference in HBV DNA loads at each time points between
the two groups (Wald y* = 2.39, P = 0.12). HBV DNA load was statistically significant over
time (Wald ° = 212.29, P < 0.001). HBV DNA load decreased significantly at 4 weeks, 12 weeks
and 24 weeks compared with baseline (all 7 << 0.001). At 24 weeks, the complete virological
response rate of patients in TAF group was significantly higher than that of ETV group [38.1%
(8/21) vs 4.8% (1/21); ¥ = 7.05, P = 0.04]. @For HBeAg, generalized estimating equations
indicated no interaction between groups and time points (Wald * = 9.39, P = 0.01); there was
no significant difference in HBeAg at each time points between the two groups (Wald y* =
0.84, P = 0.36). HBeAg was statistically significant over time (Wald y* = 16.27, P < 0.001).
HBeAg levels of patients in TAF group decreased significantly at 12 weeks and 24 weeks
compared with baseline (/-J = 1.29, 1.14; all P = 0.001). HBeAg level of patients in ETV
group at 12 weeks was significantly lower than that on baseline (/-J = 0.28, P = 0.02) and
HBeAg level of patients at 24 weeks was significantly lower than that at 12 weeks (I-J =
-0.28, P =0.03). The HBeAg clearance rates of patients in TAF and ETV group were 22.7%
(5/22) and 47.4% (9/19), respectively, the difference was not statistically significant (y° =
2.75, P = 0.12). ®For ALT, TBil, PTA and Child-Pugh score, generalized estimating equations
indicated no interaction between groups and time points (Wald y* = 19.4, 1.58, 0.97, 4.49; P = 0.38,
0.45, 0.62, 0.11); there were no significant difference at each time points between the two groups (Wald




XZ =0.003, 1.20, 0.14, 0.43; P = 0.96, 0.27, 0.71, 0.51). The above indexes were statistically
significant over time (Wald y° = 8.86, 12.24, 14.12, 76.25; P = 0.01, 0.002, 0.001, < 0.001). At
12 weeks and 24 weeks, the ALT and Child-Pugh scores of patients in both groups decreased
significantly and PTA increased compared with those on baseline (all P << 0.05). TBil level
of patients in TAF group decreased significantly at 12 weeks and 24 weeks compared with
those on baseline (all P << 0.05). There was no significant difference in TBil level between
patients in ETV group at 12 weeks and baseline (/-J = 24.42, P = 0.11). TBil level of patients
in ETV group decreased significantly at 24 weeks compared with baseline (/-J = 30.78, P =
0.02). At 24 weeks, ALT normalization rates of patients with abnormal ALT on baseline in
TAF group and ETV group were 63.6% (12/19) and 55.6% (8/14), respectively, the difference
was statistically significant (P = 0.002). @After treatment for 24 weeks, the incidence of
cirrhosis complications reduced significantly in both groups (all P << 0.001), and there were no
significant difference between the two groups (* = 0.20, P = 0.78). Patients with complete loss of
cirrhosis complications in TAF group and ETV group were 14 cases (46.7%) and 9 cases (39.1%),
respectively, the difference was not statistically significant (y* = 0.07, P = 0.79). ®For sCr, eGFR,
TG and CHOL, generalized estimating equations indicated no interaction between groups and time
points (Wald ° = 0.18, 0.54, 2.36, 11.15; P = 0.67, 0.46, 0.12, 0.001); there were no significant
differences at each time points between the two groups (Wald )(2 =0.22,0.02,0.36, 1.13; P=0.64,
0.90, 0.55, 0.29). The above indexes were not statistically significant over time (Wald y* = 0.19,
0.26, 1.38, 0.008; P = 0.19, 0.61, 0.24, 0.93). Conclusions TAF is effective and safe in the initial
treatment of patients with HBV-related decompensated cirrhosis.
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et AT 87 (hepatitis B virus, HBV)
YR AR EE AL T A, 20164E 2Bk
129200 JFHBVE e, 18 EHB VIR Y] T 51
T g AL A1 AT 40 0 % (hepatocellular carcinoma,
HCC) , #HEWREAFBEES. 75, REWHITH
FAREI BB R AL EZEA R, SHEAALF
RN 14%~35%" . L RHFJ HFREAL B 5 24T Bt
TRERIG)T A B TR ALY . BUR SRR
L T & -a (peginterferon-alfa, PeglFN-a)
FZF (R KW [nucleos(t)ideanalog, NAs].
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{EAEH T AP h Bt AU B0, NAsH A4 1]
OBV R M A B EE PR EBAY . HAT,
ZAfamBHEERE R (entecavir, ETV) |
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3041, ETVZH23. fERL Kbumasinir4f. 124
AR AT MZ T, HBV DNA << 10 IU/mlA
SERIRIFENG, TR, 12/ F24)F Kl HBeAg
KF, HBeAg < 1 COLNMPE. 7R3, 12/
4RI TIRE, BN AL BN (alanine
aminotransferase, ALT) . MJIHZLZ (total bilirubin,

TBil) A& E VG20 (prothrombin activity,

PTA) , 5 Child-Pught¥7). fERELAI24 A E
Dige M g 46 br, "B Uiaedatn 4G MAULEH (serum
creatinine, sCr) AUl BB /NERJES R (estimated
e 48 bR 35
JIH [ . (total

glomerular filtration rate, eGFR) ;
Hl =5 (triglyceride, TG) Al
cholesterol, CHOL) .

1.3 Z2A0m 7% R SE 5 E B R & M i U
Mg CHERSEGRD #IHBY DNA, Al Ry
10 1U/ml, HBV IfiLiF %45 E YR FARoche E6014x
H 3l B RO AT R, HBeAgha Il T R A
1.0 COI. JHIhfg. B IhRE MM R4 1R bRy
K HOLYMPUS-AUS4004=AG SR, A ALTIE R
& PR Cupper limit of normal, ULN) 440 U/L,

1.4 43t 422 SKHISPSS 26,04 F#EAT SE it 2 # Ak
. PTANIESAMRTHEEE, D+ s®orm, W
A LLECR MO R A G 3 4R . HBV DNA#
. HBeAg. ALT. TBil. Child-Pughi®¥4>. sCr.

eGFR. TGHICHOLAIAEIER /AR it =R, LA
M (pyss prs) Fon, PR ELEER F WilcoxonFk Al
FEO6: o 19 2L TR) 22 AN B ] 8] B R ) SUAS 557 R
IiTe MEACHER TR, DA G 23k oR, W
40 ] L R P R AT RS 5 . HBV DNAFHPE. ALT >
ULN. HBeAgPatE., HARMERAER. BE HIRKE
Jok b oA 2 I PR . 24 B A N

HBeAgifbr% . ALTE W R E MR, Ll
BAHHFE RN, HHALT > ULN, HBeAgPHE
ZHHBeAg]H % % % FlPearson ' #%; HBV DNA
BH 1t 2R SRS B A s ALT A B R ELECR
Fisherf& 3 ; TAFZHFE L F124 F I R0E K AR LE
5K FiPearson KMy, ETVALIFELAI24 8 3 K E Kk
AR BRI E SR I K PR e
O Pk T At 2 I %R £ B % R F Pearson /K 46

FELRFI24 8 () LR SR IE R 0 P41 2k
DL S TAF 2 J5 25 FN24 J) FFF i s ke 26 26 1) bl 3R
AR IE KLY, BTV 328 124 8 JFME i & 2E
?E’JH:%C CHIFisherfa . LLP < 0.058% %44
AR

2 é*%

2.1 —f TR PRALEE VRS SRR, RS A
DIRefer S Z R BTG E X (PH< 0.05) ,

WE1.

< | TAF BRI ETV AR REHA BRI BEN—ARER

A TAFZL (304]) ETVZE (2341]) Gt 21l P&
F 1% (H]) 26/4 15/8 r=342 0.10
e M (pys> prs) » %] 52 (45, 60) 56 (42, 58) z=-0.23 0.82
HBV DNAFaH [#] (%) ] 21 (70.0) 21 (91.3) 7=241 0.12
HBV DNA# % [M (ps5» pys) » 1gIUml] 544 (3.42, 6.58) 5.85 (4.14, 6.52) z=-0.49 0.62
HBeAglaH [ (%) ] 19 (63.3) 22 (95.7) 7=176 0.007
HBeAg [M (pys, pys) » g COI] 0.92 (-1.01, 2.08) -0.26 (-0.98, 1.85) z=-0.21 0.83
ALT > ULN [#] (%) ] 19 (63.3) 14 (60.9) 7 =0.034 0.99
ALT [M (pys, pys) » U/L] 103 (50, 153) 46 (41, 299) z=0.01 0.92
TBil [M (p,s5» pss) » pmol/L] 63.5 (32.3, 137.7) 39.2 (25.1, 101.7) z=0.68 0.41
PTA (x#s, %) 573+ 144 56.4+15.3 t=1.07 0.84
Child-Pugh#5~ [M (p,s» pss) » 4] 9 (8, 10) 10 (8, 11) z=-0.57 0.57
FEIE (B (%) ] 30 (100) 23 (100) NA NA
BB IR ARt TR 7 (23.3) 5(21.7) £ =0.003 0.959
TR
XE 7(233) 6 (26.1)
+F 5(16.7) 5(21.7) z=-0.61 0.54
Y& 17 (56.7) 12 (52.2)
JHF b B 9 6 (20.0) 1(43) =158 0.21
TE: BT RCR MO A (4650, AR BRSO ERASS R U0 RABMRL, Sitihz, " RITESR

1E 7 K5, HAT SRR R Pearson * 5
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22 FEFF A T SUNE T R B4 BRI (R TE AT
HAER (Wald > =2.07, P=0.56) ; & &S
HBV DNA# 41125 7 K41 2% L (Wald =
239, P=0.12) ; BaK[AA54k, HBV DNA#F £
A FE L (Wald y* =212.29, P <0.001) ,

Wi B EIRIT A . 12 fI24HHBV DNA# &=
L RETH (PH<0.001) , G972 F124)H
HBV DNA# & & #{L T¥6I74H (P¥< 0.001) ,

12/ #124FlHBV DNAZ B Z R LI F#E X (P
$I> 0.05) , WLF2. 24F K, TAFZE &5
ERNEFLEEEHTETVH [38.1% (8/21) vs 4.8%
(121> 1, ZRELGIH¥EN (fF =7.05, P=
0.04)

2.3 HBeAg/K-F |7 SUAki 5 77 4 22 W 25 Jn1) F1 ef [) T
ZHAEH (Wald ° = 9.39, P=0.01) ; & A&
fRIHBeAg/K V20 ] 72 3 E Gi 2375 X (Wald y° =
0.84, P=036) ; BEKS[A]451k, HBeAg/KF%5F
Bt E N (Wald > = 16.27, P < 0.001) ,

TAFZL B VAT 128 f24 H HBe Ag/K T i i 2k B 3%
TR (-JES 591,29, 1.14, P{E$50.001)

ETVH B 12 HBeAg/K P E (K T2k (I-J =
0.28, P=10.02) , JAI724H B ELT 12/ U-J =
-0.28, P=0.03) . W3, 24K}, TAFZMETV
ZH I HBeAgis I 240 5 922.7% (5/22) F147.4%
(9/19) , ZREGit¥EX (=275, P=
0.12) , FrfA BF AR K AEHBeAGILIE 44 .

24 Mgt XU E T RER B, ALT. TBil. PTA
J% Child-Pughi¥- 43 4131 AT 1A FAR B (Wald
S 10N19.4, 1.58. 0.97F14.49, P{E 4y 590.38.

0.45. 0.62F10.11) ; #HF[E]sXALT. TBil. PTA K

- FFEELERE - S

Child-Pughi¥- 4} 41 18] 2 7 LG i 2 5 3L (Wald 4y
5°50.003. 1.20. 0.14510.43, P{E % 5450.96.

0.27. 0.71f10.51) ; PBlWI[MA51k, ALT. TBil.

PTA J% Child-Pughi? 4> Z R H G it 2% E X (Wald
VA K8.86 12.24, 14.12F176.25, P4 5N
0.01. 0.002. 0.001. < 0.001) . J&J7 12/ A
248, WifHHEE ALTHIChild-Pughif 4y 35 % 5t 4%
©E Tk, PTARES & (P¥< 0.05) . TAF
HyIT 128 24, TBilyR AL B & T %
(P¥J< 0.05) . ETVALIRIT12)H, TBilfHkLk
ETEA, BEERERITFFEN (-J=2442,

P=0.11) ; JAJr24JH, TBiliiHLEE T (-J=
30.78, P =0.02) . W.¥4. 24K, TAFZ4 K2
ALT 35 # ALTE & 2 [12/19 (63.6%) ] B# 5
TETV4 [8/14 (55.6%) |, EZRAGIHHEN (P=
0.002) .

2.5 FrARAbAR X FFAE PURTEIRIT240, WALEE
AL I R E 2R R 1) B B B (PH)<< 0.05)

PIALIAI Z G248 L (F =020, P=0.78) .

TAFZ 5 L e 24 8 B 58 B ECER K ith ok A 24 H o
RAERESTEGITEE L (=209, P=0.15) ,

B /K FE AP R AE R E R B ¥E L (P
$1< 0.05) ; ETVAH B HEL 240 S8 5 IKFIK
i A 2 S L R A SRR e R AR R R TSt
EE (PY>0.05) , KEEEZRESIFE L
(z=-4.61, P<0.001) . WES. TAFHMETVAL}T
TRk, AORE 56 4 R 1 BB 2 o 148 (46.7%) Fi
95l (39.1%) , ERELIT¥ENL (=007, P=
0.79) .

2.6 ZRMLAT XA ITFERHSCr. eGFR. TG

7% 2 TAF 2BF0 ETV 45k HBV DNA PR REHCBITRIFR L EE RS AT 32+ HBVDNABE M (s, py) » 1glUmI]

ikl (L3 K 47 12/ 247
TAF4 21 5.44 (342, 6.58) 2.34 (0.78, 2.99) 1.88 (0, 2.06) 0 (0, 1.91)
ETVL 21 5.85 (4.14, 6.52) 3.1 (221, 3.38) 1.82 (1.04, 2.45) 1.19 (0.57, 1.53)

E: 5T TAF 4, S53ELHML, 4 . 12 AR 24 Ar-PEEE D 475008 242, 3.25 fi14.03, PJ<0.001, 54 FHLL,
12 A 24 F I-J {85558 0.82 F1 1.61, P#< 0.001, 24 &5 12 AL, =078, P=0.09; %+ ETV 4, SHLHLL, 4 &, 12
JEA 24 FR) 1T B85 508 274, 3.87 F14.08, P#<<0.001, 54 AL, 12 B 24 B -JE 5508 1.13 F1 1.34, P#4< 0.001, 24 [

5 12 AL, =021, P=051,

% 3 TAF ¢AF0 ETV B R EHAZ BT XTI BE TR FIATTI 2 HBeAg AKFTAL [M (py5, prs) » 1g COI]

HEKvs 128 K Kvs 247 127 vs 24 )8

0% (k3 R 123 2473
V&1 PiE &/ PiE s Pl
TAF#1 30 092 (-1.01, 2.08) -0.79 (-1.08, 0.40) 091 (-1.03, 1.69) 1.29 0.001 1.14 0.001 -0.15 0.42
ETV#R 23 -0.26 (<097, 1.85) 036 (-0.59, 1.59) -0.70 (-1.07, 1.01) 0.28 0.02 0.0004  0.997 -0.28 0.03
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MICHOL 20 S AT A A2 HAF ] (Wald %3 51K
0.18. 0.54. 2.36F111.15, P{H4r%1M0.67. 0.46.
0.12, 0.001) ; #%Hf[A] f£sCr. eGFR, TG. CHOL

HIEZ R LG E X (Wald 43 712580.22, 0.02.

0.36. 1.13, P{E/r5140.64. 0.90. 0.55. 0.29) ;
B A 254k, sCr. eGFR. TG. CHOL% R L4 it
2w Y (Wald 438 51250.19, 0.26, 1.38F10.008, P
fH437590.19, 0.61. 0.24F10.93) , W36,

4 TAF AF0 ETV (AR EH BT R E R SIATT 32 P AT I REIEIT

’ N ALT TBil PTA Child-Pughi¥ %~
485 1) 3% _
M (pss> pys) » U/L] [M (p,5> pys) » pmol/L] (xxs, %) M (psss prs) > 2]
TAF4L 30
R 103 (58, 152) 63.5 (39.9, 126.1) 572+ 144 9 (8, 10.3)
12/8 23 (16, 36) 33.8 (19, 449) 59.0 £ 16.9 7.5 (6.8, 10.3)
24J8 21 (15, 34) 29.5 (27.6, 35.5) 63.8+16.8 7 (53, 8)
B Kvs 12)8
LJA 236.86 44.73 9.12 2.22
Pfi 0.04 0.14 0.004 < 0.001
HKvs 24)8
LA 240.27 62.98 -8.61 2.40
P& 0.04 0.01 0.003 < 0.001
12 vs 24 )8
LA 3.42 18.25 0.51 0.18
PfE 0.41 0.36 0.90 0.51
ETV4L 23
£ 46 (41, 86) 39.2 (26.6, 80.7) 56.4+15.3 10 (8, 11)
128 17 (12, 24) 30.5 (21, 45.8) 71.1+83 7(5,9)
24J8 21 (16, 30) 32 (194, 43.7) 59.4+7.0 7 (6, 85)
R Kvs 12)8
LA 260.91 24.42 -15.58 2.79
Pla 0.04 0.11 0.01 < 0.001
HKvs 24
& 257.81 30.78 -14.77 233
PfE 0.04 0.02 0.07 0.009
12 vs 24 )
LJE -3.10 6.36 1.14 -0.46
Pfi 0.26 0.41 0.91 0.26
5 TAF (R ETV AR EAZ BT RTECEENMFS AT IEFFECHLIE [ (% ]

28 7\ (k-3 A& 24 P i Pi&
TAF4 30 30 (100.0) 16 (53.3) 1 =15.75 < 0.001
R F Rt R 7(23.3) 2(6.7) 7 =2.09 0.15

K
XE 7(233) 3 (10.0)
Lk a 5(16.7) 0(0) z=-4.09 < 0.001
vz 17 (56.7) 11 (36.6)

JHF A i 5 6 (20.0) 0(0) =463 0.03
ETV4L 23 23 (100.0) 14 (60.9) =884 0.003
RE BRI TR A 5(21.7) 1(43) =202 0.16

K
RE 6 (26.1) 0(0)
i a 5(21.7) 0(0) z=-461 < 0.001
B2 2 12 (52.2) 13 (56.5)
T i 1(43) 0(0) / 0.99
7 A NA 0.20" - -
Pia NA 0.78" - -

Ve EACHSRRL, RABAIRL, RISz, " ONESRIE Yl /7 A Fisher K3, RS, HARN Pearson 1 1,

"9 TAF A7 ETV Hi677 24 JMIIFRORE R F L,

O RTHIKH



- FFELERE - 7

% 6 TAF (A0 ETV (ARKEHAZ BT XU B E BT AT I 2P B REMMAIERR (M (D, prs) ]

0% 1284 sCr (pmol/L) eGFR [ml/ (min-1.73m’] TG (mmol/L) CHOL (mmol/L)
TAF#1 30

) 68 (58, 72) 109.8 (93.6, 116.2) 0.92 (0.76, 1.07) 3.24 (2.62, 3.81)

24 ) 64 (61, 66) 108.4 (93.3, 112.4) 0.90 (0.75, 1.02) 3.57 (3.38, 4.05)
ETVZ40 23

) 67 (53, 71) 102.6 (94.3, 109.2) 1.01 (0.68, 1.13) 3.36 (2.38, 4.09)

24 ) 63 (48, 76) 101.1 (90.8, 118.3) 0.74 (0.47, 0.98) 2.60 (2.25, 2.75)

3 Wi #, TAFH24J8 (R a2 N TETVAL, e

FAAE I B 98 A AL 585 1EAT SN 250
PURBEIR YT A& 08 T Th RS IR REEIR . 4iE 2% 9573 32t
& FRARHBVAH IR AL 2 1) B E A it . NAsK T
F 2 as e im,  HLOATRREE A ROt mdm &, i
HELE LTI 9 T AEAL R b . SR, BT
TeiAE T A 1 & I IRDNA - (covalently closed
circular DNA, cccDNA) , NAs{R X k52 B gL AT
Y b HBVY,  RIGIE R A AR, HR
FACEE IR BB 2 . K HANASYRYT 1 3 2 ) A2
JPROR 2 A . RAREE I B BT A P AL B 3 018
ALT. HBV DNA. HBeAg/K V&1, ¥NIEITH
JRERVRTT AN BRI R A DG H ACRE R T RS
H R #EH#ETVMTDEE A —Zi697",

TDFA $GUR R, HA M i 25,
B A] 5] B ThAe 2 0 M B 2 B 1 B, R B )
THKWINH . [ BrTE G A7 R BB
KU B H AR S R FRETVEL TAF® . ETVK #IG YT
T 25 X6 BFFC R, NAsWIIA1E M 2B AF %
(chronic hepatitis B, CHB) H#&AETVHRZJEIT 54
TN 253 N 1%~2%"" . TAF H § ki i T 51 h
REACEEWICHBIIVEYT » BFFSENT, TAFHLR 5L
B E5TDFM Y, HfiEALTH % R i w22, i
JT96/H JE M 2 K B, ETVEUNTAFG, JLFAT
HETVIRIT ORI /i B A R (97.1%)
SEEL T HBVANH FIHBsAg/KFHE4E R F#!". itk n]
WL, TAF AT 4EREH 300 bus 2 4E H HF DA Rk
N, B SR AREE S R AL 8 2 7 RORD 22 A M A
B o

AwtFiH, P4 55 N TAFFIET VIR TT
24JF, HBV DNAJK-FEE T, TAFIRIT4HM,
HBV DNAH {7 [£18i%3.1 1g IU/ml, SETVA iR
(2.75 1g IU/mD) . NUAIERRE H, HBeAgRH %
CHBAMIHBeAg 1 CHB & & N JH TAFIG 748,
I3 73 2 B R H N64%F194% (HBV DNA <
29 IU/mD) 2%, AR Fer, FLLHBV DNAH M &

RN AT N8 1%, T T LidwF s R,
R, RN LRE AR,
HIGEHBV DNAK MR 1 R BUEAR CRWF A
K U HBY DNARI A7) , 5 = 2Pk
BVRITI AR . AW, TAFZ12/H. 24)F
HBeAgifi & B Z K TR 2K T, ETV4IHBeAgiH ¥
MITE T2 T M, M 4La)24 )5 HBeAgii G R L4t it
2, MIIGKRRKEH, TAFIAIT48HHBeAgih
% N14.0%57, A5 TAFIG 7248 HBeAgiis
BREN22.7%, T LR, mrag5iZiHBeAg
KPR K. iR RIER, WFRAREH
R 8 FFREAL B3, TAFLERUR BR96 97 S B &
S BCRIPUR AR, TR A N R PR
HBeAgii % /7 L TETV.

A R, TAFGIT48)E HALTH %
NA5%~50%P2  AHIE T rb g 2H B 12 F124 ) (1)
ALTHHELL B3 T %, TAFRELEALT 3% 24 1)
ALTHE H % N63.6%, = TETVA (55.6%) K ik
GG, PERTAFAIREXT AT hREA B EH, A
ALHMT TR RE— D 0. HEM B St A b, &
1 FJALT & 5 2 A0 0] B8 5 U 2876 97 14 R B {6
RIFAAE K. AFFH, MARHFZRS24HT
PUREEIAYT, Child-PughiP7r ¥R LE B 3% 0%,
JH-E A AH 5 FH JRAE BH S 8 2D o

ZAVEJTIH, AT 32 O B T e AN I i AR
Ffehr. KanekoZP Wit %W, TDFH # ATAFIA
J724F J5, eGFRIK-FFIJRB2-FERE (/LT 15 2 3%
M, PORTAFR] BENCE SR, AUFARH,
B EE VAT 248, TAFXIsCr. eGFR. TGFICHOL
KPR TC R

gL, XTI ZBIRT R AL B3, TAF
FA PR R 50 EE 1R S5 R 1 5 2 B
FMALTE ® %, RTETV, Mkt mit. K5
A RIETREARRRUN, BV AR, faam it
AT RKFUBL I BAFIBE AL,  LASRIS B8 2 BRI Ao 0
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