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2019 % 12 A £ 2023 % 12 A £ fzsc4 69 ALT EE% 4 CHB % %06 R K4, 3L X A X %A (HBV)
DNA 7K -F 4 A& F & 3 (HBV DNA<<2X10° IU/mL,n=76) ## & /% & & % 4 (HBV DNA=>2 X 10° IU/
mL,n=10), RAE#%FH(ETV). 5 LR %4 F ks (TDF) .5 L8 AB %548 F (TAF) #47H % F
Bha K EBFARZLE AT FHIE, WEAESF 12.24.36.48 A4 HBV DNA K- & F B kg £
(eGFR) ; %it BBt ia) 504 % 4 9% & % B A (CVR) #4657 2L, & 57 48 JA Bt eGFR K F 345 25 4 09 % 4
R O KBEFERFTHLHF 12.24.36.48 B8 CVR £ 55 4 81.6%.94. 7% .100. 0% .100. 0% , & m &K 54
253 A 40.0%.80.0%.80.0%.80.0%, %47 48 A B eGFR A& F(109.41+170.57) mL » min ' + 1.73 m *
5 A %(108.474+110.83)mL » min ' + 1.73 m " B AW I EH(P>0.05), AEFELFTHET L
ALT MBEFR-FH &, R —H6 B b altE A mizsh 32, &ib AENRARITRET%L HE ALT £ 6 CHB
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[Abstract] Objective To study the efficacy and safety of antiviral therapy in the patients with normal
ALT chronic hepatitis B (CHB). Methods The clinical data of the patients with normal ALT CHB visiting in
this hospital from December 2019 to December 2023 were collected. The patients were divided into the low vi-
ral load group (HBV DNA<2X10° IU/mL,n=76) and high viral load group (HBV DNA=>2X10° IU/mL,
n=10). ETV,TDF and TAF were adopted to conduct the single drug antivirus therapy. The basic informa-
tion,demographic characteristics, HBV DNA levels in initial treatment and after 12,24,36,48 weeks of treat-
ment,estimated glomerular filtration rate (eGFR) were collected. The rate of complete virological response
(CVR) at each time point conducted the statistics for evaluating the effect. The drug safety was evaluated by
the eGFR level in 48 weeks of treatment. Results The CVR rates in 12,24,36 weeks of treatment in the low
viral load group were 81. 6% ,94. 7% ,100. 0% and 100. 0% respectively, which in the high viral load group
were 40. 0%, 80. 0%, 80. 0% and 80. 0% respectively. There was no significant change in eGFR level
(109.41£170.57) mL » min ' « 1. 73 m * at 48 weeks of treatment compared with baseline (108. 47 =+
110.83) mL * min '+ 1.73 m *(P>>0.05). The ALT and creatinine levels during the treatment process in all
the patients were not increased. There was no case of drug withdrawal and drug change due to the drug side
effects. Conclusion The overall efficacy and safety of ETV, TDF and TAF monotherapy are good in CHB pa-
tients with a family history of cirrhosis or liver cancer and normal ALT. The patients with high viral load at
baseline are less likely to achieve CVR in 48 weeks of treatment.
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AR BT 46 T 0T L R AT 85 %6 1 T 41 i
Ji5 (hepatocellular carcinoma, HCC) 5 & B iF 4 )5 5
(hepatitis B virus, HBV) & 4 A 3¢, i % B & HBV
R FIET- i EE R, HBV DNA 5715 £ 40
BA S HBV M58 HCC SN A b g s . & &
B A AN e = A & HBV YL 3 & A4 i 1
b IR EZHLHES . B T HBV DNA K-, i fif
AR FIAE I TT LA 0 B 988 F8 2% A2 AU 98 ) — T390 K 750 37)
BA B 58 XF 8 359 #1814 2 7 fiF & (chronic hepatitis-
B.CHB)BEBEVF T 12 4,317 B H 8T fF¥, I
T A ) 1% B0 R & A= 0 g XU RS 1 38 R % L (OR =
32. O, FE RGO T A RE AL /R O S
# K8 HBV DNA FHES 75 BT hum 867 .

[l B 7 9 25 3 7 3 7 I 1 D R L B A F 9T 3 A
RE Tt 32 W1 58 3 T 45 Ty 47 A6 98 B 8 S A L it 24 4 X
K, H ZRIF58 e 1) (hepatitis B e antigen, HBeAg)
IV 2 55 e R AR, S B BB BRI AN AR A
W L BEE R E RGIE YR A T ALT IEH#
() CHB £ 3% 75 B SE 5 mp (0 97 300 an ol {8 45 08 — 4 F
9% . AWFFE R4 ALT 1F % ) CHB 3% 52y
U B IR IT T RO &

58 B, B2k HBV DNA /K 52 il i 25 B %
JE AR B 58 429 7 ¢ & (complete virologic re-
sponse, CVR) [y 3 L #l il 48 #5 , X T* HBV DNA <<
2X10° TU/mL M 5 0 F 45 B K 55 (entecavir,
ETV). & 3 & &8 F = ik Wk B (tenofovir diso-
proxil, TDF) | & 5 2 N B & i#5 # 5 (tenofovir alafe-
namide, TAF) 5§ — & P i 8 B 25697 FE A BF 5 h 3
TE 48 JE B3R T CVR AT % 2 30 1 e s 1 48
(HBV DNA=>2x10° IU/mL) i 2 3% HBV DNA 7K
AT LR T R 2 AR KO (B AT A R o AR R 48
JA R AR5 5] CVR,

1 #ER5RA%E
1.1 — A #

[l JB PR 43 BT 2019 4F 12 H & 2023 4 12 H AR B
A 86 Bl CHB & & I K 98 k. 40 A bR (1) 1k
#>35 kg; (2) HBsAg #1/8¢ HBV DNA [ # it 6
AH OB EIZHE ALT<X42 TU/mL; (4) IE 3% 8
/8 CT 55 A48 R A R D6 %€ | I 46 /N OFF A7 i
RHARANT 11 em) 1T #F Wk s I ko9 BE> 1. 2
em) A (ME R AR =>4 cm) 25 HFTE Ak A 26 g 2% 5%
P (5) BT e <C7. 8 kPa; (6) I3 ALB>35 g/L.
WBC>4.0X10"%/L.PLT>>100X10°/L; (7)) ££ 4 JIf
T AR T/ B P90 8 5 (8) WD IR HE 2 B 2 4F R 4%
% ETV.TDF 5t TAF B EIRIT: (D HE KA TEMN
VIR EEZ IRIT 12.24.36.,48 J& B 15 B0 5 (10) Bk
it F DR 0 R4 ELAR M L 3 97 390 1) G Bt 728 5% 2
2 HEBRAR AE (1) 38 W 9012 i) 806 97 of B b b T
U R 30 B R L 0 s (ORI i R R A 25 L T R
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s ORMEHTFME; OEBER CTHRRAEE. Y
KK s (5) 41 & BT R AH G b 38 30 5k iR A
PR R0 AL FE HCC T N IEAE 96 56 R e 5 (60 A28
A PE B1 9% 2 (human immunodeficiency virus, HIV)
PUOAR D9 A R BT ARSI 45 58 BH M 5 (7) s R v R oAt
P R FH T SO 403 35 5 (8) W13 I FE 16 B T 5 05
B A2 WL » 30 2 B AE A LI L BE A 3R CL B2 T ek
EA S ARERE; (ORRAE, ALK
# R 2r AR G T 3 4 (HBV DNA<72 X 10° TU/
mL.,n = 76) fl & % 8 3% 7 41 (HBV DNA=2 X 10°
IU/mL,n=10), AWF5Y BB P ZE 5 S
[ (B)ky202299) 7,
1.2 7%

J A 8% R ETV.TDF.TAF % s 25897 . 7F
PE 2 U B IR U7 BSOS SR A AR B N 2R R AR,
WIARNETY 12.24.36.48 AR HBV DNA /K 455
5 /N EK 3 i3 R (estimated glomerular filtration rate,
eGFR), Siit4% W) i CVR FRAPAG 7 Rk, B4k G877
48 JE B eGFR /K- PFAl 25 4 1) % 4 1k

K H HBV DNA # 3k %/ 0 HBV DNA /K F,
fii ¢t € it PCR X (3£ E Bio-Rad A\ s k2% &6
il B0 58 2 A A I HBV I 35 bR a5 9. 8 4> B 3h %0
5 R OEAHT A (2 Abbott 2 ED 5 H 57 H 31 4 1k 4
H ASCRS: T JHT- T e
1.3 %itzam

K SPSS23. 0 # AT Gt 4r At . vH R PR
rEs TR RFMSEREAR ¢ K56 s THBOR R DL Bk,
HAOBERCRH X KK, UL P<0.05 NERAS
-9
2 % g
2.1 A EEAEA R & TR R

CR TR AL 46 ], 4 30 B, -2 4FE IS 42, 76
%, 4 HBV DNA /K- (2. 97+0. 87)log,, 1U/mlL,
HBeAg FH ¥ F1BH #£ 89 e 6 v 21: 55, PLT
(208.74+43, 13) X 10" /L, fF I 8 J&F (5. 88+ 1.67)
kPa. %] ETV.TDF.,TAF JA47 14 5 43 51 26 i
26 AN 24 B, mREERREAE 7 B, & 3 B AR
% 40.18 %, H 2 HBV DNA 7K F 6.95 log, 1U/
mL, HBeAg FH ¥ #1 B ¥ (% 0 61 8: 2, PLT
209.35X 10" /L. JIF ¥ ## B 6. 30 kPa, % ] ETV.
TDF.TAF &7 19 B E 53510 4 491 .5 B F 1 1],
2.2 WARE ST ENEE CVR bk

R T4 R 41IRY7 12.24.36.48 J& 1 CVR E 4
WA 81.6%.94. 7% .100. 0% .100. 0% , /& %5 B 4% &
4390 40.0%.80. 0% .80.0%.80. 0% . WL 1.
2.3 497 48 AR eGFR 9 T AL AR BB B

VBIT 48 JH it eGFR 7K 3F (109. 41 £ 170. 57)
mL * min ' ¢ 1. 73 m * 552k (108. 47 +110. 83)
mL ¢ min '« 1.73 m * LT EAELP=>0.05),
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fiE B TEIRIT i A s S ALT WL K SF- T 6 —
191 PR 245 4y A P 4 24 B 2

1 HWAREBTEESA CVR REEELY (n/n)]
151 WIT 12 YT 24 RUE 36 AT 48 A
R 81.6(62/76)  94.7(72/76)  100.0(76/76)  100.0(76/76)

ERTEECRLL 40.0(4/10)

80.0(8/10) 80.0(8/10) 80.0(8/10)

3 i i

HBV DNA 7K -2 JIF- 5 2 J& oy JiF 5 Ak Fn /sl 98
() B P2 W R A — R R gy
RITFIWY B — D EZ S bR, HBV DNA /KFJ2&
HCC My 10 K+, H 5 HCC KR 1 XU 5 44
LM, % HBV DNA K- T4 BFE AL 0 % R
RWBEW T HCC M 59 B AR B 40 b7 1 58 T 9%
5 4100 5 7 1 B IR 2 S e HCC R g I &
I, HBV DNA JK-F- B AR 47, 8 7 45 ) HBV & il B
U AELSE B ME LLADD IS VE B | i 245 B B 2 IS 2 IR
ST 2 TR G I PR A M TR, R 4 40
PP 7N RAE 2T AL 2 BT B IR YT I A AR R B
ALT 7K1 TH & A2 0 B0 T E 2R E 19 — A~ fie 32 2 35
br. AR ALT IE % . JC AT 58 1k R RT 21 4 4k 19 47
FEARAT TR Ak AN/ 809 R0 8 7 I N BEAN A T B
BEIRYT MYE B, A Bl o P B 2 W I HBV i &
il SRy 2> CHB #F & b BFRE AL 8 . AR X4
AR 2ok B ALT HF JUE 5 B2 1E 5 | JC i 1 4k fn/
9 5 A A8 Ak 0/ s 9 28 S0 B R BT A
95 B AR 179 BLAG 7 . 2 4 HBeAg B, MR 5 A Be I
U2 %8, V) & Wi Hs hn 24 1E % ALT<<42 TU/L,
Jc WBC.PLT.ALB JK~F T K, i & I5 ¥ % & fl Fi-
broscan ¥ 2% [ Z T A AL AT £F 440 B A2 7 . AR BESE
g5 R F W, HBV DNA /KF<<2 X 10° 1U/mL & # ff
i TAF.TDF #1 ETV — 2§05 5 925 34 57 78 36
JHE R k3 CVR, KM, HBV DNA 7KF<<2 X 10°
IU/mL ATVE MG IR R B — & bUim & R 259097 A
B FE AR, X F ALT IE % H HBV DNA /KF-<<2 X
10° TU/mL By & I 0 AU 4 T B0 52 9R 97 .

TAF /& TDF ) —F 259 Rk, TDF R Rk
L B AR 5 I —Fh OIRAT 2 L % 2 i AR i
W) — R %5 5 4% F5 (tenofovir diphosphate, TFV-DP)
P4 HBV DNA 24 fiff /300 % 5% il % & ¥ 5w 3 1E
™, FORNER % B 55 $2 81 TAF 4 $2 & 40 e
BRI R AIC L3 HBYV DNA K- 09 £ %,
KANEKO 24k A7 184 f] CHB M %, 45 3 BoR
TAF.TDF ¥4 %4 CVR &, —Ii CHB & # %}
TAF.TDF Ml ETV 5 8 2% I ¥ 22 5% 1 mata #F 55"
WoR L IAYT 96 A TDF iG97 9 CHB 3 8 24 X
BB AT ETV 697 .1 TAF Ml TDF 783497 CHB
BHE T B R,
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ARWFFEEE R R, HZL HBV DNA /KFE>=2X10°
1U/mL B8 # 3L 10 63697 48 AR 2 f]8#H AR
KF CVR, @i 8 8o 2 Pum s LIRS CVR 1Y i
FEHMAE bR, NAM 2 40 A 325 ] HBeAg FH 1
M= HBV DNA %% 5 2% & W & 1 () 22 U9 91 ¥R
CHB &%, TLLREE R F & i 48 53097 BT 1 4F
BFAY 124 F13R1S CVR. XF T = 0 5 21 = 19 % 28 A BF
S UEATHUNG TR T T B R Y R, —
T > 988 & A 1 AH G MR URT HBY Z il #H G, B 5
HBV DNA /K415, HCC 1Y & 4= %l 5 9% i 2k &
2H > IR 5 30 41 > IR 8% IML4E (low-level viremia,
LLV) 4, i85 CVR J5 B A1 J6 HBV B 4e 2 Tt 22
BN AR gE R W o dE A 4L AE 12 N HBV
DNA ¥R FRE>2 log,, IU/mL, Kk, HBV DNA 7K
R BT T AR HCC Mk ARk M. 5B — 07
1] AWF GRS R BN B 25367 1 CVR 2, Tixd F LLV
IR 28 AN A2 B8 38 SR P 48 28 TN B 53R 97 AT 0 R0 4 R
AT CVR B H i 28 8] <<20 TU/mL (95 5 %
SEAHHE NP, I, HBV DNA 7K 7 (9 K i BE R B
FREAIR HCC 1Y & 2B L A R B 4K B 8] 9 BT 9 B2 TR 7
ATREHE — PR m iz R AHER CVR %, KR ERM,
ALT IEH B 8 6 A/ sk I 68 58 1% 5 19 = s 7 4%
B YU R 25387 BB HBV DNA KPR
N,

X T 2545 Ak AT 5T R AL R A PR IR T L R R
g6 ALT JWUEF /K F Tt &, J6 — 6 R 25 9 @l A/ i 452
2 Je 2 s AR TDF 4% . eGFR 3R A T %,
BRI, 5 TDF & & B a B ftknzy
PIAR BRI B FE I R I A5 380 = A0, X AR 1 =60
% RS TR R R E AN A L B 3~6 A
T X AT A, 40 i B eGFR B2 R 2 A L Bk
MEC.HHENRW. BEESFFEH LT HEER
23 TAF A6 5 8RB 5 A R K A
PENT D HE WA SCERRE . 5 TDE M. TAF
AT RE B A S

PUREEIRYT R EVE R W HBV & i, 0 T
4 Hf A AE IR BT S £F 4 Ak B AR 658 Ak 0 i AU .
AW GEAEAE B L R BN, [l B T 5, Bl 17 B
) SN IR A R N R A L R 22 v I B P A
FE. EF XA I G S 0 B E L N A T K I B 7 R R Sk
W22 L A A Ak 9 08 IXURS: 2 75 BT A . FE T
H—LPRFEY Y, TAF. TDF il ETV X%} A i
T £k B/ F0 988 58 1 s B ALT 1 IF 2F 4 Ak 75 BF 34 1F
W CHB B #H W R 7 A% Mm% £, HBV
DNA KF<2 X 10° TU/mL 1 58 # o] £ 52 5 W 50 5%
FIAIF LA B CVR #, HBV DNA /K =2 X 10°
TU/mL By 83 HBV DNA /K 7] i 38 F % . TDF Fi
TAF S BE 5T PR A0 0 7 280 o Rz 10 2 o XU .
BE X HCC w KU B3, 7 3 1 — 26 25 4y it
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