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VAL FBA M OVR EETEMN AR E ALT RE T MERIZHINE. &R 733618EFEH,>02E 535.33%(25961) ,>S2F 5
28.79% (211 43) , B3RTRIEE (2C2 F/5>S2) 1 41.75%(306 ] ) . — 4B . HBE NEBEREESNED LK (GO~ G4) LLE,
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1.107, P=0.008) 1 HBV DNA (OR=0.825,95%CI:0.743 ~ 0.917, P<0.001) ., —40 ~ A H T FFHL>G2.>S2 ST ISR
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Abstract: Objective To investigate the significance of different non-treatment thresholds or upper limits of normal (ULN) of alanine
aminotransferase (ALT) in evaluating significant liver pathological injury in patients with chronic hepatitis B virus (HBV) infection, and to
provide guidance for clinical diagnosis and treatment. Methods This study was conducted among 733 patients with chronic HBV infection
who were hospitalized in Ningbo No. 2 Hospital from January 2015 to December 2023 and underwent liver biopsy and histopathological
examination, and all patients had a persistent ALT level of <40 U/L and positive HBV DNA (>30 TU/mL). According to the treatment
threshold or ULN of ALT, the patients were divided into group 1 with 575 patients ( <35 U/L for male patients, <25 U/L for female
patients) , group 2 with 430 patients (<30 U/L for male patients, <19 U/L for female patients) , group 3 with 443 patients (<27 U/L for
male patients, <24 U/L for female patients) , group 4 with 446 patients (<25 U/L), group 5 with 158 patients (>35 U/L for male
patients, >25 U/L for female patients) , and group 6 with 145 patients (>30—=<35 U/L for male patients, >19—<25 U/L for female
patients). Groups 2, 5, and 6 were compared to analyze the severity of liver pathological injury in patients with different ALT levels
and the constituent ratio of patients with significant liver pathological injury, and groups 1, 2, 3, and 4 were compared to
investigate the value of different ULN or non-treatment thresholds of ALT in determining liver inflammation grade (G) , liver
fibrosis stage (S), and the treatment indication based on liver pathology. The independent-samples ¢ test was used for comparison of
normally distributed continuous data between two groups; a one-way analysis of variance was used for comparison between multiple
groups, and the least significant difference i-test or the Tambane’ s test was used for further comparison between two groups; the
Mann-Whitney U test was used for comparison of non-normally distributed continuous data between two groups, and the Kruskal-
Wallis H test was used for comparison between multiple groups and further comparison between two groups; the chi-square test or
the Fisher’ s exact test was used for comparison of categorical data between groups; a Ridit analysis was used for comparison of
ranked data. A multivariate Logistic regression analysis (forward stepwise) was performed with whether liver pathology met the
treatment indication ( >G2 and/or >S2) as the dependent variable and related factors with a significant impact on the dependent
variable (P <0.05) as the independent variable. The receiver operating characteristic (ROC) curve was plotted, and the area under
the ROC curve (AUC), as well as sensitivity, specificity, positive predictive value, negative predictive value, positive likelihood
ratio, and negative likelihood ratio, was used to assess the diagnostic value of different non-treatment thresholds of ALT. Results Among
the 733 patients, 259 (35.33%) had =G2 liver inflammation, 211 (28.79%) had >S2 liver fibrosis, and 306 (41.75%) had treatment

indication (>G2 and/or >S2). There was a significant difference in liver inflammation grade (G0—G4) between groups 2, 5, and 6
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(¥’=22.869, P <0.001), and there were also significant differences in the constituent ratios of patients with G2 or >G3 liver
inflammation between the three groups (}*=21.742 and 14.921, P<0.001 and P=0.001). There was a significant difference in liver
fibrosis stage (S0—S4) between groups 2, 5, and 6 (¥*=16.565, P<0.001) , and there were also significant differences in the
constituent ratios of patients with =S2, >S3 or S4 liver fibrosis between the three groups ()(2=13.264, 13.050, and 6.260, P=
0.001, 0.001, and 0.044). There were significant differences between groups 2, 5, and 6 in the constituent ratios of patients with
or without treatment indication based on liver pathology (x*=20.728, P<0.001). There were significant differences between groups
2, 5, and 6 in the constituent ratio of male patients (/\/2=24.836, P<0.05) , age (F=5.710, P<0.05), ALT (F=473.193, P<
0.05) , aspartate aminotransferase (AST) (F=107.774, P<0.05) , ALT/AST ratio (F=40.167, P<0.05) , v -glutamyl transpeptidase
(GGT) (H=15.463, P<0.05) , aspartate aminotransferase-to-platelet ratio index (APRI) (H=63.024, P<0.05), and LIF-5 (5
indicators for liver inflammation and fibrosis) (H=46.397, P<0.05). In groups 1—4, compared with the patients without treatment
indication, the patients with treatment indication had a significantly lower constituent ratio of patients with positive HBeAg,
significantly lower levels of platelet count (PLT) and HBV DNA, and significantly higher age, ALT, AST, GGT, APRI, FIB-4, and
LIF-5 (all P<0.05). The Logistic regression analysis showed that age (odds ratio [OR] =1.044, 95% confidence interval [CI] :
1.025—1.063, P<0.001) , GGT (OR=1.022, 95%CI: 1.007—1.038, P=0.003) , and HBV DNA (OR=0.839, 95%CI:
0.765—0.919, P<0.001) were influencing factors for treatment indication based on liver pathology in group 1; HBeAg (OR=1.978,
95%CI : 1.269—3.082, P=0.003), age (OR=1.048, 95%CI: 1.025—1.071, P<0.001), GGT (OR=1.016, 95%CI: 1.001—1.031,
P=0.041) , and PLT (OR=0.995, 95%CI: 0.991—1.000, P=0.049) were influencing factors in group 2; age (OR=1.040, 95%ClI :
1.014—1.066, P=0.002), ALT (OR=1.047, 95%CI: 1.005—1.092, P=0.029), HBV DNA (OR=0.817, 95%CI: 0.736—0.907,, P<
0.001) , and LIF-5 (OR=7.382, 95%CI: 1.151—47.330, P=0.035) were influencing factors in group 3; age (OR=1.054, 95%ClI:
1.031—1.077, P<0.001), ALT (OR=1.061, 95%CI: 1.016—1.107, P=0.008), and HBV DNA (OR=0.825, 95%CI: 0.743—0.917,
P<0.001) were influencing factors in group 4. The diagnostic performance for identifying >G2 liver inflammation, >S2 liver
fibrosis, and treatment indication in groups 1—4 had an AUC of >0.7; group 1 showed the lowest sensitivity (28.76%) and
the highest specificity, positive predictive value, positive likelihood ratio, and negative likelihood ratio in judging treatment
indication; group 2 had the highest sensitivity and negative predictive value and the lowest negative likelihood ratio; groups 3
and 4 had similar diagnostic indicators. Conclusion In patients with chronic HBV infection and a persistently low ALT
level, the severity of liver histopathological injury and the constituent ratio of significant liver histopathological injury
decrease with the reduction in ALT level. A higher non-treatment threshold or ULN of ALT can help to identify the patients
requiring treatment (with a higher specificity), while a lower non-treatment threshold or ULN of ALT can help to identify the

patients who do not require treatment (with a higher sensitivity).
Key words: Hepatitis B, Chronic; Alanine Transaminase ; Threshold Limit Values
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®1 AREALT 2 ARRFAERRBEF LR
Table 1 The histopathological changes in the liver associated with different ALT groups

miH B3t (n=733) T (n=430)  HH(n=158) N (n=145) X 1H P
SN I B BE A 51 (%) ] 22.869 <0.001
GO 101(13.78) 68(15.81) 9(5.70) 24(16.55)
Gl 373(50.89) 238(55.35) 72(45.57) 63(43.45)
G2 212(28.92) 109(25.35) 61(38.61) 42(28.97)
G3 45(6.14) 14(3.26) 15(9.49) 16(11.03)
G4 2(0.27) 1(0.23) 1(0.63) 0(0.00)
JH2F Ak 53- 1 L1 (% ) ] 16.565 <0.001
S0 147(20.05) 102(23.72) 21(13.29) 24(16.55)
S1 375(51.16) 225(52.33) 76(48.10) 74(51.03)
S2 121(16.51) 66(15.35) 33(20.89) 22(15.17)
S3 56(7.64) 23(5.35) 20(12.66) 13(8.97)
S4 34(4.64) 14(3.26) 8(5.06) 12(8.28)
R2 AEALT S AEFARKREEREFTIRMEL S
Table 2 The histopathological changes in the liver and treatment indication associated with different ALT groups

a5 GG BN 4y 1] (% ) ] JH2F Ak 5391 1) (% ) ‘Jéﬁ“?‘ém%(%)] A

>G2 >G3 G4 >S2 >S3 S4 TCIRITIRIE  AIRITHRAE
BiF(n=733)  259(35.33)  47(6.41)  2(027) 211(28.79)  90(12.28) 34(4.64)  427(58.25)  306(41.75)
T (n=430)  124(28.84) 15(3.49)  1(0.23) 103(23.95)  37(8.60) 14(3.26)  278(64.65) 152(35.35)
T4 (n=158)  77(48.73)" 16(10.13)" 1(0.63) 61(38.61)" 28(17.72)"”  8(5.06) 70(44.30)  88(55.70)"
AN (n=145)  58(40.00)" 16(11.03)" 0(0.00) 47(32.41)" 25(17.24)"  12(8.28)Y  79(54.48)  66(45.52)"
a1 21.742 14.921 1.175 13.264 13.050 6.260 20.728
P <0.001 0.001 0.556 0.001 0.001 0.044 <0.001

W5 T, 1)P<0.05.
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23 RETFEBBALF MGG RIFIERE —d~ 24 BAREGYAE EZ>H  LHEEK Logistic 774y
VULHA JRYT HRAF B 5 1Y HBeAg FHYEM B EL . PLT MTHBY  Mrah i Won , — 4B 33697 $8 10F B9 52 M PR 28 R 45
DNA KK T I r F6 AE B2 3%, M 4E#% LALT  AST.  GGT #1 HBV DNA; —#1 & HBeAg. 4F % . GGT F1 PLT;
GGT.APRI.FIB-4 J LIF-5 ¥ FHRIGITRAEEE , 22 5% =44 L ALT . HBV DNA A1 LIF-5; U2 K47 % ALT
KA G L (PEH4<0.05) (% 4) . FTHBV DNA (PE1<0.05) (£ 5) .

%£3 RIBALT K ULN S AR ELIFELL
Table 3 Comparison of baseline characteristics grouped by ALT-ULN levels

i H i (n=733) 4 (n=430) T4 (n=158) N4 (n=145) i PME

BH1(%)] 373(50.89) 252(58.60) 64(40.51)" 57(39.31)" Y'=24.836  <0.001
(%) 36.82+10.82 35.76+10.84 37.63+10.63 39.07+10.62" F=5710  0.003
HBeAg FHPE[ (%) ] 423(57.71) 248(57.67) 95(60.13) 80(55.17) X'=0.761 0.684
Alb(g/L) 43.02+4.32 43.12+4.35 42.51+4.41 43.28+4.14 F=1464 0232
Glb(g/L) 27.52+3.99 27.46+4.08 27.64+4.12 27.56+3.58 F=0.128  0.880
AGR 1.60+0.28 1.60+0.28 1.57+0.29 1.60+0.28 F=0.648  0.523
ALT(U/L) 23.28+8.69 18.20+6.22 34.13+4.51" 26.48+5.420% F=473.193 <0.001
AST(U/L) 23.21+6.58 20.80+5.76 28.54+5.81" 24.53+5.82V% F=107.774 <0.001
ALT/AST 0.99+0.42 0.89+0.44 1.22+0.35" 1.05+0.33"% F=40.167 <0.001
ALP(U/L) 66.00(53.00 ~ 80.00) 66.00(53.00 ~ 80.00) 65.50(56.00 ~ 85.25)  65.00(52.00 ~83.00)  H=1375 0.503
GGT(U/L) 17.00(13.00 ~ 24.00) 17.00(12.00 ~ 23.00) 20.50(14.75 ~ 28.25)" 17.00(13.00 ~ 24.00)* H=15.463 <0.001
WBC(x10%/L) 531+1.37 5.28+1.33 5.44+1.48 5.22+1.35 F=0.988  0.373
PLT(x10%L) 176.19%50.23 175.90+48.75 176.03+53.58 177.24+53.08 F=0.040 0961

HBV DNA (Ig [U/mL) 5.884+2.04 5.83+2.10 5.99+1.90 5.87+2.02 F=0324  0.723
APRI 032(024~044)  029(022~039)  038(031~054)"  034(024~047)"  H=63.024 <0.001
FIB-4 0.98(0.69 ~1.40)  096(0.68 ~1.37)  0.99(0.71 ~ 1.53) 1.00(0.73 ~ 1.52) H=1469 0480
LIF-5 0.39(0.30~049)  037(027~046)  045(036~057)"  041(031~054)"2  H=46397 <0.001

W5 TR, 1)P<0.05; 5 A AL ,2) P<0.05, Alb, H&EH ;Glb, BRE H ;AGR, HEH/BREH .
F4 RIEFALRREZSHEMIGREFELL R

Table 4 Comparison of clinical characteristics by hepatic histopathological changes

. " L: ARy HBeAg FH Alb Glb
an i [l ] (%) (%)) (o1 (o/1)
—#H

TeIRITHRAE 357 186(52.10) 34.12+9.83 235(65.83) 43.34+3.77 27.46+4.14

FIRITHRAE 218 123(56.42) 40.65+11.28 93(42.66) 42.87+5.03 27.53+3.66

ZiiHAE xY=1.017 1=-7.293 X'=29.643 1=1.252 1=-0.211

P 0.313 <0.001 <0.001 0.211 0.833
e |

ToIRITHRAE 278 155(55.76) 33.34+9.78 186(66.91) 43.29+3.56 27.30+4.24

AIRITRAE 152 97(63.82) 40.18%11.30 62(40.79) 42.81£5.50 27.75+3.77

GEiHE X'=2.632 1=-6.554 X'=27.459 1=1.084 t=-1.090

Pl 0.105 <0.001 <0.001 0.279 0.276
=4

TeIRITHRAE 281 132(46.98) 33.34+9.65 191(67.97) 43.23+3.65 27.63+4.30

HIRITRAE 162 85(52.47) 40.43+11.03 68(41.98) 42.82+5.28 27.68+3.77

SeiHE Y=1241 =-7.053 X'=28.597 1=0.961 =-0.130

P 0.265 <0.001 <0.001 0.337 0.896
P zH

TiRITHRAE 283 112(39.58) 33.78+9.80 193(68.20) 43.23+3.74 27.86+4.24

AIRITHRAE 163 68(41.72) 40.95+10.58 70(42.94) 42.88+5.25 27.73+3.74

A x'=0.197 1=-17.226 X' =27.260 1=0.817 1=0.335

P{E 0.657 <0.001 <0.001 0.414 0.738
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Fa(s)
Table 4 (continued)
2151 AGR ALT(U/L) AST(U/L) ALT/AST ALP(U/L) GGT(U/L)
—4
TCIRITHRIE 1614027 19.60+7.08 21.00+5.63 0.93+0.44 66.0(52.0 ~78.0) 16.0(12.0 ~ 21.0)
HIRITHRIE 1.59+0.28 21.43+6.80 22.96+6.38 0.94+0.39 66.0(53.0 ~ 84.0) 19.0(14.0 ~ 28.0)
ESNaRIcl 1=1.146 1=-3.059 1=-3.838 1=-0.244 Z=-1.134 7=-4.853
PAH 0.252 0.002 <0.001 0.807 0.256 <0.001
i
TCIRITHRIE 1621026 17.6746.31 20.34+5.44 0.88+0.44 66.0(53.0 ~79.0) 16.0(12.0 ~ 22.0)
HIRITHRIE 1571029 19.174£5.96 21.66+6.24 0.91£0.42 67.0(53.0 ~ 80.0) 17.0(13.0 ~ 23.0)
guitE =1.784 =—2.418 1=-2.269 =-0.715 7Z=-0.090 7=-3326
PAH 0.075 0.016 0.024 0475 0.928 0.001
|
TCIRITHRAE 1.60+0.27 17.06+5.45 19.88+4.99 0.87+0.43 64.0(51.0 ~77.0) 15.0(12.0 ~ 20.0)
HIRITHRIE 1571029 18.70+5.12 21.33+5.98 0.91+0.42 63.5(53.0 ~ 80.0) 18.0(12.8 ~25.0)
ESNARIcH =0.919 1=-3.115 1==2.737 1=-0.865 7=-0.734 7Z=-3.706
PE 0.359 0.002 0.006 0.387 0.463 <0.001
PuZH
JCIRITHRIE 1.58+0.26 16.91+5.16 19.93+4.91 0.8610.42 64.0(51.0 ~ 76.0) 15.0(12.0 ~ 19.0)
HIRIFHRAE 1.5740.29 18.44+4.74 21.31+5.93 0.89+0.41 61.0(53.0~79.0) 17.0(12.0 ~ 23.0)
goiHE 1=0.420 =-3.097 1=-2.649 1=-0.877 7=-0.303 7=-3.565
PAE 0.675 0.002 0.008 0.381 0.762 <0.001
25 ( XEQC/L ) ( XPILOT)/L ) (}EX&\IS APRI FIB-4 LIF-5
—2
TCIRITHRIE  5.29+1.35 183.24+46.22 6.26+2.02 0.27(0.22~037)  0.87(0.62 ~ 1.20) 0.35(0.26 ~ 0.43)
HIRIFIEAE 5214137 164.76152.12 5.16+2.00 0.36(0.25~047)  1.22(0.88 ~ 1.73) 0.44(0.32 ~0.54)
FiHaE 1=0.700 1=4.431 1=6.390 Z=-5374 7=-7.043 7=-6.678
PAE 0.484 <0.001 <0.001 <0.001 <0.001 <0.001
i
ToiRITHRIE 5314132 181.65+45.25 6.23+2.03 0.27(022~0.32)  0.89(0.62 ~ 1.18) 0.34(0.25 ~ 0.42)
HIRITHEAE 5.23+1.37 165.35£51.29 5.10+2.05 0.34(0.24 ~046)  1.17(0.83 ~ 1.71) 0.42(0.32~0.52)
guitHE 1=0.626 1=3.405 1=5.473 7=-3.761 7Z=-5.570 7=-5.132
PAE 0.531 0.001 <0.001 <0.001 <0.001 <0.001
=4
TCIBIFHEIE 5.30+1.32  183.97+46.63 6.33+2.01 0.26(0.22~0.34)  0.86(0.60 ~1.17)  0.34(0.25 ~ 0.42)
HIRJTIRME  5.2041.34  168.83%51.06 5.10+2.12 0.32(0.23~0.44) 1.15(0.81 ~1.63)  0.41(0.31 ~0.52)
ESNARIE) 1=0.781 1=3.176 1=6.071 7=-3.927 7Z=-5.618 Z=-5.558
P1H 0.435 0.002 <0.001 <0.001 <0.001 <0.001
Pz
JCIRITARNE 5.2741.32  184.73+46.78 6.35+2.02 0.26(0.22~0.35)  0.86(0.62~1.18)  0.34(0.25 ~ 0.42)
AIRITIRAE  5.11£1.29  172.57+52.11 5.21+2.05 0.31(023~0.42) 1.14(0.81~1.64) 0.40(0.32~0.52)
GiiHE 1=1.214 1=2.533 1=5.672 Z=-3.367 Z=-5.428 Z=-4.904
P{H 0.225 0.012 <0.001 0.001 <0.001 <0.001
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2.5 RFALT # ULN & R 7% 55 BAA XTI BE X 92 7 ) B
o GB Fa BT A e 5 B VA BT 20 4R % B2 06 7 45 4E 84 F] b
1A —2H ~ DU HIWr=G2 . >S2 AT HRIE M) AUC 1<0.7
(£6), —ALHIWHIATT T AE A U e (IR (28.76%) , FE
5B PPV BHPERISR FEFRBAPEABL AR b3 e v s 4 B8
JEE N NPV S5 5, FIMERUAR L e IR ; — 20 5 DU 20 45 Tl 4
PRI IR (R T) .

3 atig

I, 18 BV SO (0 B0 23607 38 1 F 72 47 4
R B g A SR A ROR T S AR IR T
117, HBV R 3 .30 2o AL S0 BRI AT 5
5 1 H BT BE 22 78 M WA A (FLLE ALT 36077 B0 (8 A AR 19
TR AL URS B2 1 AT IO 7 T E P I

&5 7AEALTH ULN S ARG T EESERTIRERNIE RS
Table S Analysis of factors influencing treatment indications across different ALT-ULN or ALT no-treatment thresholds-
based groups

2159 Wi B1H SE Wald PIE OR 95%CI
—2 i (%) 0.043 0.009 20.858 <0.001 1.044 1.025 ~ 1.063
GGT(U/L) 0.022 0.008 8.655 0.003 1.022 1.007 ~ 1.038
HBV DNA (Ig [U/mL) -0.176 0.047 14.199 <0.001 0.839 0.765 ~ 0.919
o -1.883 0.528 12.725 <0.001 0.152
T HBeAg(FH) 0.682 0.226 9.083 0.003 1.978 1.269 ~ 3.082
AEIB (%) 0.047 0.011 17.785 <0.001 1.048 1.025 ~ 1.071
GGT(U/L) 0.015 0.008 4.169 0.041 1.016 1.001 ~ 1.031
PLT( x 10°/L) -0.005 0.002 3.830 0.049 0.995 0.991 ~ 1.000
L -2.160 0.616 12.310 <0.001 0.115
=4 i (%) 0.039 0.013 9.566 0.002 1.040 1.014 ~ 1.066
ALT(U/L) 0.046 0.021 4748 0.029 1.047 1.005 ~ 1.092
HBV DNA (Ig [U/mL) -0.202 0.053 14.332 <0.001 0.817 0.736 ~ 0.907
LIF-5 1.999 0.948 4.446 0.035 7.382 1.151 ~ 47.330
W -2.395 0.675 12.601 <0.001 0.091
SR (L) 0.052 0.011 21.932 <0.001 1.054 1.031 ~1.077
ALT(U/L) 0.059 0.022 7.135 0.008 1.061 1.016 ~ 1.107
HBV DNA (lg [U/mL) -0.192 0.054 12.783 <0.001 0.825 0.743 ~0.917
W -2.423 0.659 13.523 <0.001 0.089

%6 A[E ALT R ULN SR E 7T BB XS BT AE 28 iE i 3h

S RANFF LT YA 53 HA LA AT HE1E R ROC B 2k 53 4

Table 6 The ROC analysis of different ALT-ULN or ALT non-treatment thresholds for hepatic histological grade (G), stage (S),
and treatment indication

i >G2 =82 IBITHRAE

AUC 95%CI AUC 95%CI AUC 95%CI
—H 0.560 0.510 ~ 0.609 0.599 0.547 ~0.651 0.575 0.527 ~0.622
) 0.550 0.491 ~ 0.609 0.600 0.537 ~ 0.664 0.572 0.516 ~ 0.628
= 0.574 0.517 ~0.631 0.608 0.546 ~ 0.670 0.588 0.533 ~ 0.642
[UEZE] 0.581 0.524 ~ 0.637 0.595 0.532 ~0.658 0.586 0.531 ~0.640

&7 AEALT K ULN ARG f7 BEXE TR 12 B 20 RE LL 37
Table 7 Comparison of diagnostic performance of different ALT-ULN or ALT non-treatment thresholds in determining
treatment indications

205 HHURIE (%) FE5 B (%) PPV (%) NPV(%) PHPELSR EE BIPEQLSR EE
—4 28.76 83.61 55.70 62.09 1.75 0.85
- 50.33 65.10 50.82 64.65 1.44 0.76
=4 47.06 65.81 49.65 63.43 1.38 0.80
gl 46.73 66.28 49.83 63.45 1.39 0.80
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A TG B RN LR AR ) AR E A
YEM .

A Ay 0 7 T I 9 32 e AU i 30 HBV B 40
BEIRYT I A R I8 hR 2 — 718 M HBV e b il
W ALT KT 5006 HE 8 e 191 AT I (G R Sk 412
ALT 5 22 il /K F (<40 U/L) (1918 ¥ HBV IR YL & | bifi &5
ALT K TH 5, P4 200 SR s F B o), AR B
733 fl1g Pk HBV B ANHE>G2 837 1 35.33% . >S2 1
F 5 28.79% AT IRITFRIEF 5 41.75%., T JIE 48 5E 3% 50
B2 90 Ridit {8 >G2 B4 B b L2 e, AN EHIRZ,
YA 5 >G3 R AL LS L f i, AR 2, 4R fik .
T 2T 44643 399 19 Ridit (8 . >S2 . >S3 (44 i 1 T 2H B s
INELIRZ , LA 5 S4 B R B He 7S Al e e, ALK 2
TR BRI AR A B L L B, AN IR
TR PRI I PR L A 0 R A T I TR A Y
BRI ALT BT

SR, [El NI F ALT VA7 BI{E D ULN AR AN
A5 A I, B ALT /K- (<40 U/L) Y92 PE HBV Jk e
H W ALT ZKSE A T, AL S BRA 0 R B A 5%
{1 HE A B AR 45 A k12 i U (AST L ALT/AST .GGT . APRI,
LIF-5) QAR TF 5 , 5 A AT 7 4 0 — 5102 1 —
2H ~ DU I LH A >G2 =82 JRIFHRAE 1Y AUC ¥9<0.7 1)
LT, — 20 ALT (% ULN ] B F T4 K2 HBV J&&
P UR RERY TG Y IE

ALT /K32 Z R R 225 ), (9 A0 N 11 24 R AIE 00
RS ARSI PR ARG I 7555 . PR, I s B4 497 7
W TT LA GCT K i2Wisi AL (41 APRILIF-5) &
H AW HBeAg PLT HBV DNA % [H 2 25 41T, U H &
ALT IR /K - (<40 U/L) AP P HBV e . ARSI K ik
KV PLT Ay S BP0 7™ F AR B b, L3R AR — B0
@17, 5 HBeAg B 2 AR HL S , HBeAg B4 £ 35 (1)
HBV DNA SFHK - #8823 F ALK (<40 U/L)
(12 1 HBV 8 %, %5 HBeAg BA7E H HBV DNA P, 5%
HBV DNA i 7K -5 11 (<107 TU/mL) , W) H: AP 9 B461 45
AL Ry e 2

AWFFEAER T HBV IG5 I A Mg I A 1 R
5 T 3 e R e R S A LA B I A W A AR
Xif U 95 B2 W A0 ALT B {E 2 Wi L RE 52 ) . AR B 5
AT — BB JE 2 A - (1) AR5 b B O [ B30 A UK 1
WFSE, e F O HAS S FEAT 43 B7 , X LB 2 V5 7 1) 5 i ]
Z R, W RE S LSS P 2 ; () FB 5 ¥
R AR AT IF A G, A0 45 SRR AW, S A

BACKEE S 22 1 Bl DT BRI 5 TP 25 7 58 3 5 (3) AR SR 1Y
FEACEAR /N, T SLRIE T i — Y KA R IR Z
DT

ARG 0 B UE A [A] ALT A6 7 13 6 J40 17 JHF 0 B
P Em R N ERRE T 2N S . —d NG
JYHRAE IR S B e e, (F B B A1 s — AL By T 48
TIE A SRR A e (R RE S B AR . AR —4H ~ DU ALT
ANVATT IR TSP U s A1 3 7™ B AR B Y AUC 19<0.7,
5L DU ZH 1 BT BT 20 21 >G2 B AUC AR5 5 , = 26 50 Db AT 2
Z1>82 KARITHRIE R AUC A XS e, H =20 DY 20 45 5
ZWIRE R PRI 8 T . PRI, X6 T ALT RRE2{IkK
(<40 U/L) M2 HBV JER G2, =4 DUZ AN TR YT 8
H AT RETE A3
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