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HWE: B SRS HE HBeAg AU AT EHI8 M HBV BLE AR KBIEIL, Ak ®E 201349 F—2021 4
6 B TERAZMEERBERBRITIFALUER 271 FHERFHE HBeAg AR HBV BREZEARRN K, LLEARE
FR M 2B R RESE HBsAg R ALT K BEMFFALIRGREE, HHERNBARLBRRBYEKE. &8 2714
HBeAg P4 18 14 HBV &L 7 86 il (31. 73%) FF R R KAETE RN FE>A2.72 6 (26. 57%) B b3 HAi=F2, 112 61 (41. 33%)
BEFER EEHARHRG. ALT>20 ULBEFRFARKEFENE>A2LLHE T ALT<20 ULEE, ZRBHRITERX
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Abstract: Objective To investigate the liver histopathological features of HBeAg-negative patients in the indeterminate phase of
low-viral-load chronic hepatitis B virus (HBV) infection. Methods A total of 271 patients with low-viral-load HBeAg-negative
chronic HBV infection who underwent liver biopsy in Department of Infectious Diseases, Affiliated Hospital of Yan’an University,
from September 2013 to June 2021 were enrolled as subjects, and the degree of liver injury was compared between patients based
on age, sex, presence or absence of the family history of hepatitis B, HBsAg, and alanine aminotransferase (ALT) level. The chi-
square test was used for comparison of categorical data between two groups. Results  Among the 271 patients with HBeAg-negative
chronic HBV infection, 86 patients (31.73%) grade=A2 liver inflammatory activity, 72 (26.57%) had a liver fibrosis stage of ive,
and 112 (41.33%) had moderate or severe liver histological injury. The proportion of patients with grade=A2 liver inflammatory
activity in the patients with ALT>20 U/L was significantly higher than that in the patients with ALT<20 U/L (¥*=3.938, P=0.047).
There were no significant differences in the proportion of patients with grade=A2 liver inflammatory activity between the patients with

different ages, sexes, family history of hepatitis B, HBsAg levels (all P>0.05) , there were no significant differences in the proportion
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of patients with a liver fibrosis stage of 2F2 between the patients with different ages, sexes, family history of hepatitis B, HBsAg, and

ALT levels (all P>0.05), and the stratified analysis of patients aged<30 years and patients without the family history of hepatitis B

showed no statistical significance between groups (all P>0.05). There was no significant difference in the degree of liver histological

injury between the patients with different ages, sexes, family history of hepatitis B, HBsAg, and ALT levels (all P>0.05).

Conclusion Significant liver injury is observed in more than 40% of the patients with low-viral-load HBeAg-negative chronic HBV

infection, and there is no significant difference in the degree of liver histological injury between the patients with different ages,

sexes, family history of hepatitis B, HBsAg, and ALT levels. Even for the patients aged<30 years who deny the family history of

hepatitis B, there is still a considerable proportion of patients with liver injury, which should be taken seriously by clinicians.
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Figure 1 Flow chart of HBeAg negative low viral load
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Table 1 General characteristics of low viral load HBeAg
negative chronic HBV infection with indeterminate phase
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JHFRFE 5 i 1% 301 BE 439 [ 451 (%) ]

<A2 185(68.27)

>A2 86(31.73)
£ 4k 53 1111 (%) ]

<F2 199(73. 43)

>F2 72(26.57)
o EE R A [ (%) ]

JC 159(58. 67)

H 112(41.33)
2.2 RE I RAFAE 6912 M HBV B 34 % HF 20 22 9% 32

#r K 271 BIARHE 7 1 5 HBeAg [IME1S P HBV J& 2%
FEAR AR M R R 0% L \HBsAg Fll ALT 7KF-
PEATAY 40, 45 0 R ALT>20 U/L B P IE 408 1% 3h )i >
A2 5 HOE T ALT<20 U/L %, 2% H it 24 & L (P<
0.05) , LAY 4] IR 4 9 0 8l B2 > A2 L) 22 5 34 e 4t
T2 L (PEI>0. 05) 3 i — P XHERY <30 % FITC &
RURF 9 G 0 B E AT B0, R Bon e 22 57
IG5 L (PAE>0. 05) . A[EIAEWRS R 25

T 20 S HBsAg KF  ALT 7K - %5 1l PR 457 A 8 2 110
25 44k o3 W1 =F2 L4 22 5 24 e ge it 2% 7 S (P {E 3>
0.05)(5£2),

R s, AN R AR 1 591 L 2 PRI R R s \HBsAg /K
P CALT 7K S5 s RFFIE J 3 2 A 0 A i 22 e 1
TGt L (PEY>0.05)(FK3).

3 g

AR B 18 M HBV B HUis 3R 7 8 W ki A
Wrdr K, B N A0 45 KT8 B R AR % >30 % 118 7 HBV JEk
HHHEBBUREERTT AR <30 2 (1 R #1297 WL
RO T BRI I B BT 200 1 92 491
ALT 7K FIE R (HBeAg M VRS M HBV Jsk Y 2 -2 415 3
FRIE, 45 3 R AR >30 27 <30 27 Hi 35 >G2/92 L 51 43331
H 65.9%.72. 5% o AHETEIE AN A 271 G 7 4
HBeAg FAME 18 M HBV B YL &, 41. 33% 1Y & TP U7
FEh S AR >30 % <30 & E e AT
ZH AU 1 H AT 43 1)K 42. 47% 38, 46% 53— WA 1
PEATAY IR AR <30 B JC LR R G S 1 JR 3 P4
SUFEAE T CE BE A 1 L A5 53 ) 42. 86% .35. 48% , ik
T ERWIEAIR, TR SRR R AR A G, 18P HBV &
e IR S e AR A7 S O ) 22 S 00 AT 9 He g
AN EVE S PRI 00, 5 2R o, B L&
PR AELE D SR L ) 25 S R G
S5 T M AT 4 R A5 iFREAL T
I R L JEAS PE HBV S 3 % A T 40 B 3 1) b 37 1 [
PR E AT 5 45 R (05 75 4 i HBeAg [ 518
HBV s 5 1 238405 5 R R % 52 T ¢ .
HBsAg /& 18 1 HBV B A5k , HK O 5B T A ¢,
T A OIBESE % I HBsAg<2 000 [U/mL () HBeAg B
18 Pk HBV JE& YL & >F2 L 5 T HBsAg=2 000 1U/mL [ £
#(53. 4% vs 37. 4%, P<0.05) . W45 418 M HBV J
e H SR L X HBeAg BHPE 12 7 HBV B UL 35 1 2 L, DA
1 000 1U/mL Ay FHH, 73 B7 S8 25 2 U BRARAE , 245 R
7k, HBsAg<1 000 IU/mL 5 HBsAg=>1 000 TU/mL 5 # Lt
JFFIUE 4 0 15 2 B = A2 T EF 4R A5 =12 Jerp B 2
LU LB 25 I TG 240 Lo ALT 2 S B IIE 4 i
15 B0 W) BBURRTE B, Bk B 2 IR E = 25 R 2 B, H i AT
BOE I ALT IE (A FBRAEA2PE HBV e vh ™
fili, TRy BREAFAE I R L 3R [ 2022 4F KA 1Y
(Y KA LI IT R PORGTEIETT I L 5 W) g8
HBV JBYL &P 1077 BB BOE 9 B P ALT>30 U/L, %2



B, % . (RESHE HBeAg B R EIIIEY HBY RiLE BT A QRE N 55

R2 AEIGREFENIEYE HBY & AR R E R AT EL LR

Table 2 Comparison of liver inflammation and fibrosis of chronic HBV infected patients with different clinical characteristics

% GG B JF2F 44k 5339
<A2 >A2 Y1E Py <F2 >F2 P Py
A (1) 2.226  0.136 0.528 0. 445
<30% 40 12 36 16
>30 % 145 74 163 56
P50 (1)) 1.060  0.303 0. 001 0.974
% 78 42 88 32
5’8 107 44 111 40
TR 9 G (f5i]) 3.189  0.074 1.292 0.256
el 86 50 104 32
T 99 36 95 40
<30 2 LR Kk () 0.599  0.439 0. 109 0.742
H 15 6 14 7
Jc 25 6 22
e LRI 9 K (f5]) 1.100  0.294 0. 007 0.934
<30% 25 6 22
>30% 74 30 73 31
HBsAg(f4]) 0.532  0.466 0.309 0.579
<1 000 IU/mL 62 25 62 25
>1 000 IU/mL 123 61 137 47
ALT(f1) 3.938  0.047 0. 065 0.798
<20 U/L 102 37 103 36
>20 U/L 82 50 96 36
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Table 3 Comparison of significant liver tissue injury of chronic HBV infected patients with different clinical characteristics

K% B2 T 20405 o A X 1H P1H

AR (1)) 0.277 0. 599
<30% 32 20
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5 67 53
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<1 000 1U/mL 52 35
>1 000 TU/mL 106 78

ALT(f5) 0.952 0.329
<20 U/L 85 54

>20 U/L 73 59
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