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WE. B HITE DM B 5T (tenofovir alafenamide fumarate, TAF) #JU&VEIT 184 Z B HF %
(chronic hepatitis B, CHB) HF M RIT . ik BIEEEE20194:6 H £20204E1 H T #EFR}
K2R AL G 2R B2 I8 F TAFWI AR BUi 2596 97 325 CHB 38 IR PR B RL,  LUiia T4
12JE 248 HE N AR A L0 (alanine transaminase, ALT) . HBV DNA. Z B &7 SFedi i
(hepatitis B virus e antigen, HBeAg) BT K EER M P Chepatitis B virus surface antigen,
HBsAg) /KFAsfY,. Z58R 3200 B Z TAFHURERIATT24)8, ALTHE ¥ % N87.5% (28/32) , H12JE Ak
ZAHEL, HBV DNA [ (1.79 £ 0.87) 1glU/ml vs (2.53 £ 0.73) lglU/ml vs (7.38 + 0.98) 1gIU/ml] & 35 %
it (F=415238, P <0.001) , 5E&E¥NE (HBV DNA < 10 IU/ml) %°425.0% (8/32) . H
P20 B B R . 4. 12/A24/FHBV DNAK G, 45 RRWIHUR#IR)T4E T HBV DNA
LR RENE I R (3.79 £ 0.98) 1gIU/ml vs (7.47 £ 0.71) 1gIU/ml], “F# T F43.68 1gIU/ml. 3194
FHHARELARIT 128 HBeAgfTHBsA g £ 4%, 128 HBeAg [ (1.29 +£1.47) 1gCOl vs (2.27 +
1.18) 1gCOI) 1HMIHBsAg [ (3.60 £ 0.50) 1gIU/ml vs (3.83 £ 0.68) lgIU/ml|#iHELk B FE L (1 =
3912, P=0.001; r=2.403, P=0.027) , HBeAgiEkkHE N26.3% (5/19) . HHELLHML, CHBEHE
JY24 R ICr [ (63.86 + 18.66) pmol/L vs (63.14 £ 19.97) pmol/L]. eGFR [ (112.87 + 17.08) ml/min vs
(113.63 £ 18.40) ml/min] IR EZN, TC[ (4.90+0.75) mmol/L vs (4.78 +0.75) mmol/L]FILDL-C
[ (2.96 £ 0.86) mmol/L vs (2.68 £ 0.79) mmol/L]H FF &%, TG [ (0.96 =0.30) mmol/L vs (1.27 £
0.81) mmolL]H FF#EaH, HERBTG RN (PY> 0.05) . 45t TAFYGRTT CHBR YT 3
©F, SMEReRIT.
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Early antiviral efficacy of tenofovir alafenamide fumarate in initial treatment of patients with chronic hepatitis B
Lu Junfeng, Hou Wei, Ma Lina, Chen Xinyue, Hu Zhongjie (The First Department of Liver Disease Center,
Beijing YouAn Hospital, Capital Medical University, Beijing 100069, China)

Abstract: Objective To investigate the early efficacy of tenofovir alafenamide fumarate (TAF) in initial treatment
of chronic hepatitis B (CHB). Methods The clinical data of 32 CHB patients who received TAF as initial antiviral
therapy in Beijing YouAn Hospital, Capital Medical University from June 2019 to January 2020 were retrospectively
collected. The changes of ALT, HBV DNA, HBeAg and HBsAg in 4 weeks, 12 weeks and 24 weeks after antiviral
treatment were analyzed. Results After 24 weeks of TAF antiviral treatment, the normalization rate of ALT of all 32
patients was 87.5% (28/32). HBV DNA [(1.79 £ 0.87) 1gIU/ml vs (2.53 + 0.73) 1glU/ml vs (7.38 £ 0.98) IgIU/ml]
of patients with CHB was significantly lower than those at 12 weeks and baseline (F' = 415.238, P << 0.001),
the complete virological response (HBV DNA << 10 IU/ml) rate was 25.0% (8/32). Among them, 20 patients
had HBV DNA testing results at baseline, 4 weeks, 12 weeks and 24 weeks. Further analysis showed that HBV
DNA at 4 weeks decreased the most compared with the baseline [(3.8 &= 0.98) 1glU/ml vs (7.5 £ 0.71) 1glU/ml],
with an average decrease of 3.68 1g IU/ml. Among the 19 patients with complete data of HBeAg and HBsAg at
baseline and 12 weeks after TAF antiviral treatment, HBeAg [(1.29 + 1.47) 1gCOI vs (2.27 + 1.18) 1gCOI] and
HBsAg [(3.60 + 0.50) 1gIU/ml vs (3.83 £ 0.68) IgIU/ml] at 12 weeks decreased significantly compared with
the baseline (r = 3.912, P = 0.001; ¢t = 2.403, P = 0.027), and the HBeAg clearance rate was 26.3% (5/19).
Compared with baseline, serum Cr [(63.86 + 18.66) umol/L vs (63.14 £+ 19.97) umol/L] and eGFR [(112.87 +
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17.08) ml/min vs (113.63 + 18.40) ml/min] had no significant changes, TC [(4.90 + 0.75) mmol/L vs (4.78 +
0.75) mmol/L] and LDL-C [(2.96 + 0.86) mmol/L vs (2.68 £+ 0.79) mmol/L] showed an increasing trend and
TG [(0.96 + 0.30) mmol/L vs (1.27 + 0.81) mmol/L] showed a descending trend at 24 weeks after treatment,
however, the differences were not statistically significant (P > 0.05). Conclusions TAF is effective and safe in

the initial treatment of CHB.
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PaAh o, TE— B NBER LB R R R R Pt
Jii Chepatitis B virus surface antigen, HBsAg) ¥ifT
RLAN6%!", 181 Z AT % (chronic hepatitis B,
CHB) 3% 420007J5~300073%, s £ CHB
BEBITH . HATREYURHEN ZRAY N
B ¥ -EF (entecavir, ETV) M'E L E E+EF
(tenofovir disoproxil fumarate, TDF) . #A1f, TDF
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(tenofovir alafenamide fumarate, TAF) F2018411
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P2 BT TAFH) 46 16 77 CHB S8 35 1) S BH B0 8897 %%
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1.2 #Fgg 7k BB B NEAEE, B
LI T RN AR A% (alanine
transaminase, ALT) . HBV DNA. HBsAg. 4
RUAT 4 9% e Pi il Chepatitis B virus e antigen,
HBeAg) . JJLAF (creatinine, Cr) . fHE K
/NERJEIL R (estimated glomerular filtration rate,
eGFR) . B JH[E E (total cholesterol, TC) . H
W=Hg C(triglyceride, TG) FMK % FE g & 1 JE[F B2

(low density lipoprotein cholesterol, LDL-C) .

1.3 #m7% HBV DNAF SZB 2% 5 58 A ikt =X
SN BRG] CRERSRFRD A& R RN 10 TU/mI,

PDIHBV DNA << 10 TU/mIN K15 58405 55 2 25 s

HBV L& 2 Fric4) % FIHBsAg quantitative Elecsys
(BRieWr, MmE) KN, HBsAgkill N IR M
0.05 TU/ml, HBeAg > 1.0 COLNPHTE: FFEA4L,
22 FEAR RS 5K FH OLY MPUS-AUS4002E Ah A% ( Bk
e, HAD , HAPALTHIEHME LR (upper limit
of normal, ULN) 540 U/L.

1.4 it a32 (i FHSPSS 20.0%% 4 % Bl i 1T %6
ot IERS MK ERE (. HBsAg.

HBV DNA. Cr. eGFR., TG. TC}LDL-C%) L/
Y+ SN, PN A R EL R B X R B, 3
e UL b msp ) s R b ABCR ) B 7 2 40 i,
PO R LL R FHLSD-eAG 56 AR IE S 0 A0 i &2 %
Bl (ALT. HBeAg%s) PIM (p,s, prs) Fas, ANIFE
B[] A PR ASCR KN CRE AL S (Friedmanks:
5 o THEER IR E kR . PP < 0.05
NESHGIH R L.

24

2.1 —HEFR AR32(ICHB R 1 55 12441, %
PESHI, EHS (407 £10.1) ¥ (21~61%) . HBeAg
FHMECHB R #2661, HBeAgRH:CHB& ¥ 6%1. ALT
162 U/L (80.5 U/L~392.0 U/L) , HBsAg (3.91 +
0.70) 1g TU/ml (2.16~4.721g TU/ml) , HBeAg 1069
COI (317.6~1373.2 COI) , HBV DNA (7.38 +
0.98) 1gIU/ml (5.22~9.00 Ig TU/ml) .

2.2 s AR P ALT A UK B IEIT 12
Hifif ALT}26.5 U/L (13.0 U/L~429.0 U/L) , 24/
7 ALT %920.0 U/L (11.0 U/L~69.0 U/L) , 3
4. 12 F24FALT/KFEZRA S EE N (H, =
48.562, P < 0.001) . A2 ALT/KPRHEELE
L (Z=4.619, P <0.001) , 24FALT/KF4:
12 BERAK (Z=3.446, P=0.001) . JGI7125
i, ALT < ULN# 581.3% (26/32) ; J8J724)H
N, ALT < ULN# 587.5% (28/32) .

2.3 FmE T it PHBV DNAST AL R4k, 125 F0
24f/HBV DNAZE A it L (F = 415.238,



P < 0.001) , HA12/KHBV DNARILL; 52 %
ik, 24FFHBV DNAR 12 & E K, ZRIH
Gt E X (r=4.855, P < 0.001; ¢=0.751,

P=0.0001) , WEIA, 32/ E 320406 525K
Hegy . 4. 1281245 HBV DNAK & 4558, &0
B ;iHBV DNAZE FH Gil %= X (F = 237.655,

P < 0.001) , #—Po T BoRPUs EIE T 458 I
HBV DNA K [&# 53, “FI%E3.68 1g IU/mI, 4)E
JHBV DNA FFEAHX P22, WEIB. Hiliiiasr24
JAIE, 25.0% (8/32) BEPAREEMETFMNE.

2.4 kA6 77 i3 42 F HBeAgfeHBsAg/K-F 49 &
1t 26%HBeAglHECHBHE ¥, 34 fiHBeAg

A
=4.855 -
P < 0.001 RN
F=415.238
L P < 0.001
738+ 0.98
81 r=0.751
P=0.001

HBV DNA (lg 1U/ml)
e
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91069 COI (1.06~1574 COD) , X H 194 Fa2k
A112 A HBsAg M HBe A gt 5¢ # 1) B & 3E4T 4047,

ERH], 12J8IHBeAgiHEL B &L (1=3.912,

P=0.00) (FE2A) , HHF126.3% (5/1941) 3k45
HBeAgiE [, 5.3% (1/194)) $K1FHBeAgI i ¥4
o 12JEITHBsAg/K PR T HE4k (1=2.403, P=
0.027) , KRZHEHHBsAgE FIF#aH, MHrEH
HBsAgHt=, A WHBsAgii R (K2B) .

2.5 WREIE T T F ot g e T H5RLML,

CHBHEEGTT 24 IfiCr. eGFRAE R EA L, TC
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B
r=13.682 ol
P < 0.001 ZH 0] LA
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P < 0.001
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- %7.4&0.71 £ = 5001
< 6 1=0.672
2 P =0.007
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2 19 {5 CHB B&E4: K% TAF Hif%E5477 12 ERT HBeAg F HBsAg 1L

WE: AN HBeAg K-FRALIEL, B A HBsAg /KPR

1 32 f§l CHB BEEL K TAF ifmHIa7r 24 AR SIIEEMMASIERR (x+5)

B 1) Cr (pmol/L) eGFR (ml/min) TC (mmol/L) TG (mmol/L) LDL-C (mmol/L)
AL 63.14 +£19.97 113.63 £18.40 4,78 £0.75 1.27 £0.81 2.68 £0.79

24 63.86 + 18.66 112.87+17.08 4.90 +£0.75 0.96 +0.30 2.96 £ 0.86
Hi -0.603 0.700 -0.851 1.980 -1.999

Pia 0.551 0.490 0.408 0.066 0.064
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FRE =5 B ECHE N JE AR BT 40 B, 4k 1T bk AR R B 1
(carboxylesterase 1, CES1) /K A& #EwT, K
PR TFERA"Y, CES 1 T E Lk TH#HBVR YL
FIRFEmAL, Rk, TAFER —Efrtt. S5TDFH
b, TAFZ5 %) B v a5 75 4 By I 2% A (1) 5 i 5 1%
Ki%89%""™, BENBE/NE M EH KRR, T
TAFI B 22 4, KM BRI T R B /N a9
R B AR ST, X R TAFBEWS DU
ANFRAI R IE B R AF B 59T 0 B AR % AT AN R
S5 A P 5 R FE At

FETAFTITEAIG R 5+, HBeAgRH 4 CHBA
HBeAg PECHBEE PUR EEIRIT A8, i dE ¥ i
TR 964%F194% (HBV DNA < 29 [U/ml) "5,
Xu2PWF 9 £ W], CHBH# (HBeAglHPECHB /5
53.1%) {f FHTAFI5Jr24/H, HBV DNANZF K
36.4%, STDFZHAIETVALS B FMH R AL fEA
W5t (HBeAgPHTECHB (581.3%) , TAFHiji
TRIT24)8, 25.0%EH KA TR EFNE (HBV
DNA < 10 TU/ml) . ASHF 7 B9 B 5 N & R T
KT ERwr AR, HEHEE, —HHEHAN
BRI RLE AT, 5 —J7THHBV DNAK A7)
(1) REEANE] AR 5T 4 % B = T HBYV DNA
R A48 IX SR AT 5] R R N R R R
AT — X PUE EE R IT 45 THBV DNAJKF
HEAT 0 M, 45 RIS TAFLE HUR 596 97 5 30 PR A
HBV DNAEE &R, “FIFENRIA3.68 1g IU/ml, 5
FEAZETV. TDFR&{LHBV DNAIE &K1 5%
de gk RPN TAF R A H0E. BRMIPUREIEA .
EALTHE % % )51, TAF TG AR IR, 48)H
ALTH H % H45%~50%">", A58 h24H ALT
5 RIK87.5%, HXuZPWF Al (24 ALT
B R AN-L.8%) o HEN E St w7, TR
ALTH 5 0] 585 PUm 2R 7 10 R 3 AR 254
K,

BEAERE LR, BT (R RPN aminIT
HBeAg[HECHB#: %, HBeAg 14EJE: () &
21920%%22 . AR T TAFHUR 89677 12 i
HBeAgB R /K 4 L 28 1 3% P4k, HBeAgiBbR %
i526.3%, i3 E T TAF LG AR 564 8 & i 1)
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