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Abstract: Objective To analyze the clinicopathological features of patients with comorbidities of chronic hepatitis B (CHB) and
steatotic liver disease (SLD) , to investigate the impact of hyperglycemia on the risk of liver fibrosis and end-stage liver diseases
(ESLD), and to provide a basis for the clinical management of such population. Methods A total of 668 adult patients with CHB-SLD
confirmed by liver biopsy in The Fifth Medical Center of Chinese PLA General Hospital from January 2011 to December 2019 were
enrolled, and a retrospective cohort was established with the time of liver biopsy as the baseline and the onset of ESLD as the endpoint.
All patients were followed up to March 31, 2024. Propensity score matching (PSM) was performed at a ratio of 1:4 to balance baseline

features between groups, resulting in 82 patients in the hyperglycemia group and 281 in the non-hyperglycemia group. The two groups
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were compared in terms of metabolic profiles, laboratory markers, and histopathological features. The Mann-Whitney U test was used for
comparison of non-normally distributed quantitative data between two groups. The chi-square test or Fisher exact test was used for
comparison of categorical data between two groups. A multivariate Logistic regression analysis was used to investigate the influencing
factors for advanced fibrosis (AF) , and the Kaplan-Meier survival analysis and the Cox proportional-hazards regression model were used
to determine the influencing factors for the development of ESLD. Results Compared with the non-hyperglycemia group, the
hyperglycemia group had a significantly higher number of factors for metabolic disorders, a significantly higher degree of hepatic
steatosis, and a significantly higher detection rate of AF (all P<0.05). The multivariate Logistic regression analysis showed that
hyperglycemia was a risk factor for AF (odds ratio = 1.753, 95% confidence interval [ CI]: 1.017—3.023, P=0.043). The survival
analysis showed that hyperglycemia increased the risk of ESLD (y*=4.340, P=0.037). The multivariate Cox regression analysis
confirmed that hyperglycemia was a significant metabolic risk factor for ESLD in patients with AF (adjusted hazard ratio=3.208, 95%CI :
1.201 — 8.568, P=0.020). Conclusion Hyperglycemia can increase the risk of AF and ESLD in CHB-SLD patients. Clinical

monitoring and active management should be strengthened for patients who have already developed AF and hyperglycemia.
Key words: Hepatitis B, Chronic; Fatty Liver; Diabetes Mellitus; Hyperglycemia; End Stage Liver Disease; Root Cause Analysis
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%1 CHB-SLD B2EMELRFIE
Table 1 Baseline characteristics of CHB-SLD patients

S PSM Hif PSM 5
i I (n=83) Jom L4 (n=585) P1A e B (n=82) o AL (n=281) P1A
() 44.0(39.0 ~48.5) 37.0(30.0~44.0)  <0.001 44.0(39.0~47.0) 43.0(38.0~47.0) 0.315
B H(%)] 69(83.1) 479(81.9) 0.900 68(82.9) 224(79.7) 0.519
g (49 (%) ] 0.115 0.502
I 41(49.4) 383(65.5) 41(50.0) 165(58.7)
fHRY 19(22.9) 121(20.7) 19(23.2) 60(21.4)
HY 23(27.7) 81(13.8) 22(26.8) 56(19.9)
BMI(kg/m®) 27.3(25.5~294) 262(242~284)  0.007 27.4(25.6~29.4) 262(245~282) 0.006
L NEEL B (%) ] 74(89.2) 448(76.6) 0.014 74(90.2) 220(78.3) 0.015
25 W5 1A (mmol/L) 6.60(6.18 ~7.65) 4.80(4.50~520) <0.001 6.60(6.20 ~7.68) 4.80(4.50~5.20) <0.001
fe I (49 (%) 12 22(26.5) 61(10.4) <0.001 21(25.6) 24(8.5) <0.001
I =R ] (%) 17 44(53.0) 184(31.5) <0.001 43(52.4) 100(35.6) 0.006
JJIH B B (mmol/L) 435(3.82~5.02) 4.25(3.75~4.95) 0237 4.36(3.82~5.02) 4.32(3.83~4.98) 0.465
ol 4 i R P AR [ (9% ) 1 59(71.1) 371(63.4) 0.172 58(70.7) 175(62.3) 0.160
1% B 2 1 (mmol/L) 3.05(2.65~3.55) 3.00(2.55~3.44) 0243  3.06(2.72~3.55) 3.00(2.62~3.43) 0.326
AR e o R 2 8k [ (%) ] <0.001 <0.001
0~14 0(0.0) 214(36.6) 0(0.0) 102(36.3)
2~34 49(59.0) 364(62.2) 49(59.8) 174(61.9)
4~54 34(41.0) 7(1.2) 33(40.2) 5(1.8)
AR it
Hb(g/L) 153(144 ~ 163) 153(143 ~ 161) 0.720  154(145~163)  151(142~160)  0.135
PLT( x 10%/L) 187(141 ~218) 194(160 ~ 233) 0.038  188(142~218)  183(149~220)  0.742
Alb(g/L) 42.0(39.0 ~43.0) 42.0(40.0~44.0)  0.081 42.0(39.0~43.3) 41.0(38.0~44.0)  0.960
ALT(U/L) 48.0(34.5~90.0) 46.0(29.0~71.0)  0.151  48.0(34.2~90.2) 41.0(27.0~67.0)  0.027
AST(U/L) 33.0(25.0~54.5) 31.0(23.0~48.0) 0248 33.0(25.0~522) 31.0(23.0~47.0) 0.253
R EEAHICHR bR [ (%) ]
HBV DNA<2 000 [U/mL 31(37.3) 175(29.9) 0.213 52(63.4) 194(69.0) 0.338
HBsAg>1 000 COI 68(81.9) 436(74.5) 0.184 67(81.7) 214(76.2) 0.290
HBeAg [ 38(45.8) 350(58.8) 0.021 38(46.3) 148(52.7) 0.313

TF DA FUEE B A PR AT i R TR P TG 12 T 23 5 2) PR it 55 140 o/d 3 4 1220 g/d , 332 IR GRS PR T B 94 45 1 (2018 45 3 37
RO VB 25 B A R =T (mL) X LA (%) % 0.833) RE 154024 kg/m®54) 1L E>130/85 mmHg, 5% 1E 745 Z 41 = MUE 25403697 55)
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TIPS 55 3% s HBsAg, Z T 4 R T R VLR ; HBeAg, Z TR 57 e DL ; CHB-SLD , 18 % ZL BT 48 & IR W R AT o
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VAL AR 50 e, 25 R RG24 3 L (P {E >
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0.015) .55 i I K% (P<0.001) | &5 1ML HE (P<0.001) | /& H i
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fb . PSM Ji = IfiL A 4L JHF 40 B v o B i s AR P AR
(P=0.003) . 5 J& £F 4k 1k & 4 % (P=0.017) . NAS (P=
0.012) K 3t Jie 1 I 21 4 Ak (P=0.009) {2 2 55 T G /= I b
4(F£2).

24 HEIMFHLELE AN B E  ZHEEK Logistic
(1A 53 BT L2 o) 1 e 27 A Ak i s PR 238, 25 R R
AR5 [ F B HE (odds ratio, OR) =1.025, 95% ‘& {5 IX. ]
(confidence interval, CI):1.003 ~ 1.048 | .= fiLBE (OR=1.753,
95%CI: 1.017 ~ 3.023) I % 4 1% 3l i G2 ~ 4 (OR=5.288,
95%CI:3.442 ~ 8.123 ) f& it JE& i I 21 Ak Ak A= Il ST S s

%2 CHB-SLD EEHAFHRAFFHE
Table 2 Histological characteristics of CHB-SLD patients

5 PSM i PSM Ji7
AL (n=83) JCRiMAAl(n=585)  P{A AL (n=82) Joi M4l (n=281) P

i e AR (Ol 0.013 0.003
BEE 50(60.2) 433(74.0) 49(59.8) 215(76.5)
rhE 33(39.8) 152(26.0) 33(40.2) 66(23.5)

SERFEAE (%) ] 0.012 0.112
J 65(78.3) 519(88.7) 64(78.0) 240(85.4)

H 18(21.7) 66(11.3) 18(22.0) 41(14.6)

s P 9 (461 (%) ] 0.761 0.999
QA0 68(81.9) 491(83.9) 68(82.9) 233(82.9)
224201555 15(18.1) 94(16.1) 14(17.1) 48(17.1)

T X AAE 1] (%) ] 0.346 0.392
To/RE 35(42.2) 283(48.4) 35(42.7) 135(48.0)

TR 48(57.8) 302(51.6) 47(57.3) 146(52.0)

Fmi [ (%) ] 0.051 0.124
T 40(48.2) 352(60.2) 40(48.8) 164(58.4)

H 43(51.8) 233(39.8) 42(51.2) 117(41.6)

AlE KB (%) ] >0.05 0.182
e 4 82(98.8) 573(97.9) 82(100.0) 275(97.9)

CIR 1(1.2) 12(2.1) 0(0.0) 6(2.1)

RAETE B[] (%) ] >0.05 0.657
GO~ 1 57(68.7) 405(69.2) 57(69.5) 188(66.9)

G2~4 26(31.3) 180(30.8) 25(30.5) 93(33.1)

T 4k 53 101 (%) ] 0.002 0.009
FO~2 40(48.2) 383(65.5) 40(48.8) 182(64.8)

F3~4 43(51.8) 202(34.5) 42(51.2) 99(35.2)

A YA 1(%) ] 0.003 0.017
Jc 71(85.5) 554(94.7) 70(85.4) 263(93.6)

H 12(14.5) 31(5.3) 12(14.6) 18(6.4)

NAS[ (%) ] 0.006 0.012
0~2% 38(45.8) 374(63.9) 38(46.3) 180(64.1)
3~4% 38(45.8) 176(30.1) 37(45.1) 80(28.5)
5~84) 7(8.4) 35(6.0) 7(8.5) 21(7.4)

1 - PSM B[R] P43 VEFIE s NAS , ARG VLS P B9 36 80 B2 9743 2R 45 ; CHB-SLD , 12 1 £ 3898 6 916 0 1 P9 o
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M 2 (P {E<0.05) ; PLT J2 1k JE 31 JF 27 2 AL i £ 47 H R
(OR=0.991,95%CI:0.987 ~ 0.994,P<0.001)($3).,

25 KRR R DVZRWIG LA &S RV &
202443 71 31 H, i 57 Bl 5 B[] 24 80 (48 ~ 115) 1~ H &
B 7 30 1], 28 191 £ 3 & A T Je RN/ O A AR 0 T4k, T
JEREAEFIBET 151 . PSM AT, {3 IUKE 2H -5 TG 5 s 20 1)
LRI B A Z 5151 10.84% .3.25% , 22 7 A 4t
2% 8 X (¥*=10.785, P=0.014) (&l 1a) ; PSM J5 , 2 41 4%
5 9.76% . 4.63% , % 547 Gi i1 2% 5 L (}'=4.340, P=
0.037) (& 1b) . PSM ij , 75 7 & W IT 21 44k (F3 ~ 4)
A v U5 TG o IR AR 3 2R S I R ABUR AR 2y
5 R 18.60% .5.45% , 22 5+ A Gt 23 L (¥*=10.134, P=
0.002) (Kl 1c) o AAFo A4 SR I, w50 b O R s A i

%3 Logistic B30 #Ti# RHARF A 4N Z

BEFHED G T CHB-SLD AHE A F3 ~ 4 W20 AFF 2K
I A RS

26 HARMAFREAEGHwEAE PSMAT, ZH % Cox
LA 2T 7 il /[ XU B (hazard ratio, HR)=0.99,
P=0.003] Il 4 5 H (HR=0.88, P=0.011) J& CHB-SLD
BB LRI e A AR AP R 25 JIF 21 446 43 3 >F3
(HR=3.60, P=0.004) J& CHB-SLD & # 2 K ] 119 & 1E
fER R (F4) . PSMJG, ZHE Cox BIH MR 3=
B, i/ [ A% 1F KU He (adjusted hazard ratio, aHR) =
0.99, P=0.014 ] #1 {1 % 1 («HR=0.88 , P=0.029) 7K - 5
LRI & Az KU 52 7 1] SC IR 5 JTF 21 4E 4k 73 H >F3
= K W & A i i ST fe B B (HR=3.01, P=
0.016)(F£4).

AN ES

Table 3 Logistic regression analysis of metabolic, viral, and histological factors associated with advanced fibrosis

At Bl PR Wald {8 OR 95%CI Pia

PR 0.097 0.275 0.126 1.102 0.643 ~ 1.889 0.723
AR (%) 0.025 0.011 4.936 1.025 1.003 ~ 1.048 0.026
o I 0.561 0.278 4.079 1.753 1.017 ~ 3.023 0.043
15 = 8 A -0.395 0.207 3.650 0.674 0.449 ~ 1.010 0.056
BMI(kg/m®) 0.266 0.238 1.249 1.305 0.818 ~2.082 0.264
Jig Wi AE P> -0.023 0.213 0.012 0.977 0.644 ~ 1.482 0.913
RAETG B 1.665 0.219 57.807 5.288 3.442 ~8.123 <0.001
HBeAg" 0.053 0.219 0.060 1.055 0.687 ~ 1.620 0.807
HBV DNAY -0.353 0.231 2.326 0.703 0.447 ~ 1.106 0.807
HBsAg" 0.445 0.238 3.501 1.560 0.979 ~ 2.486 0.061
PLT( x 10°/L) -0.009 0.002 25.360 0.991 0.987 ~ 0.994 <0.001
Alb(g/L) -0.042 0.027 2.429 0.959 0.909 ~ 1.011 0.119
ALT(U/L) -0.004 0.002 3.792 0.996 0.992 ~ 1.000 0.051
AST(U/L) 0.005 0.004 1.779 1.005 0.997 ~ 1.014 0.182

HBMI R EAEEGHBY, LB RINEE ; HBeAg, LB 50057 e PR ; HBsAg, LT 49 8 R M HTE ; PLT, /M ; Alb, A ALT, &
TR S SEHG Fo B s AST , RAHIRZIL AL  OR LA LY ;95%C1,95% B A5 IX ] THECSERMRAE TS B an R« DR Z0=0, B =1;2) IR 2 . e e =
0, FEEE=1;3) RAETE BN E : GO~ 1=0, G2 ~ 4=1;4) HBeAg: [PE=0, fH¥E=1;5) HBV DNA & & : <2 000 1U/mL=0,>2 000 IU/mL=1;6) HBsAg:

<1 000 COI=0,>1 000 COI=1,
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Figure 1 Survival analysis
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%4 CHB-SLD & & £ &R H Cox V3547

Table 4 Cox proportional-hazards regression for ESLD among the entire cohort

e PSM A HR 2R A H7 PSM i 2 K & 53 By PSM i BRI 2 3 B PSM J& Z2 R & 3 B
= HR(95%CI) P aHR(95%CI)  Pfi HR(95%CI) P8 aHR(95%CI)  PI&
FEARHIE
AEIR (%) 1.06(1.02~1.10)  0.006 1.02(0.97~1.06) 0515 1.03(0.97~1.09) 0.388
P 0.62(0.25~1.56) 0313 0.71(026 ~ 1.96)  0.509
FREHRAE
/O 0.84(0.29 ~2.45)  0.754 0.71(026 ~1.95)  0.503
o A 259(1.17~5.73) 0019 2210097 ~5.06) 0.061 231(0.96~5.59) 0.062
P AL Y 1.85(0.64 ~5.37)  0.260 0.94(0.27~331)  0.927
EHMEERNAEY 0.69(0.29~1.64) 0397 0.62(024~159) 0317
;g;%??ﬂﬁ?ﬁﬁﬂ 109049 ~2.45)  0.830 1.10(045~2.74)  0.832
AAbFERR
Hh(g/L) 0.98(0.96~1.01)  0.137 0.99(0.96~1.01) 0319
PLT( x 10°/L) 0.98(0.98 ~0.99) <0.001 0.99(0.98~0.99) 0.003 0.99(0.98~0.99) 0.001 0.99(0.98~0.99) 0.014
Alb(g/L) 0.83(0.76 ~0.91) <0.001 0.88(0.80~0.97) 0.011 0.85(0.76~0.94) 0.002 0.88(0.79~0.99) 0.029
ALT(U/L) 1.00(1.00 ~ 1.00) ~ 0.701 1.00(0.99 ~ 1.00)  0.680
AST(U/L) 1.00(1.00~1.01)  0.758 1.00(0.99 ~ 1.01)  0.603
SRR OCHE bR
HBV DNA” 0.68(0.31 ~1.50)  0.343 1.11(0.43~2.86)  0.831
HBsAg" 1.88(0.65~5.45)  0.246 1.10(0.37~3.31)  0.863
HBeAg” 0.41(0.18~0.90)  0.026 0.52(024~1.13) 0.100 0.69(0.29 ~ 1.64)  0.400
JHFAH =T
N PR 1 1.46(0.66 ~3.22)  0.350 1.54(0.64 ~3.67) 0333
SERpEAs 1Y 1.75(0.66 ~ 4.66)  0.264 2.07(0.80~5.39)  0.136
NI P JRE 1.72(0.64 ~4.61)  0.280 1.09(0.32~3.74)  0.887
KNS 3 h 349(132~927) 0012 292(098~8.75) 0.055 3.02(1.01~9.00) 0.048 2.19(0.70 ~6.91) 0.180
S 243(1.10~535) 0028 0.80(032~1.98) 0.623 133(0.56~3.14) 0516
A RIE 2.55(0.34 ~ 18.86)  0.361 0.05(0.00 ~ 18.80)  0.765
FFEF 401 5.10(236~11.00) <0.001 3.60(1.50 ~8.60) 0.004 3.75(1.59~8.87) 0.003 3.01(1.22~7.40) 0.016
SR 1.53(0.36 ~ 6.48)  0.566 1.32(0.31 ~5.67) 0.714
SRETE B 2.94(1.36 ~6.35)  0.006 2.02(0.86 ~4.76)  0.109
NAS 0.077 0.107
0~2%% 1.00 1.00
3~4%% 1.89 (0.85~4.22) 0.118 1.39(0.53 ~3.61)  0.502
5~8%% 3.34(1.08 ~ 10.39)  0.037 3.58(1.10 ~ 11.66)  0.035

T« PSM, {8 1) PE43 VE L s Hb , 12136 715 PLT, /M Alb, LR 5 ALT, N R R B IEEEE R Il ; AST, R B MEILHL M HBV, Z AT R 35
HBsAg, Z, B % 95 15 26 1 iR ; HBeAg, 2 U 205 75 e B0 J s NAS, VRS 4 I8 5 M S0 15 30 BE 0F 43 R 46 s HR, B HL 5 a IR A 15 JRUKS EE
95%CI,95% E A X [8] ; CHB-SLD , 18P 2 B 5 & I B W PE ARG o T HECFERHRAEL TS BLan T - 1P : Zo=0, B =1;2) B E/NER: : =0, E=1;3) &
MLHE : To=0, 4 =1;4) EIUE : To=0,4=1;5) & Hih =BRIILAE : JT=0, 4 =1:6) =% R 1 : I =0, F#K=1;7)HBV DNA % it : <2 000 [U/mL=
0,>2 000 IU/mL=1;8)HBsAg:<1 000 COI=0,>1 000 COI=1;9)HBeAg: [J114:=0, BHPE=1; 10) BRI S MR 42 B =0, P E & =1; 1) ERFEAS . To=
0,47 =1;12) /NN S HE : <2420 F585=0, 22 120 555 =1; 13) 18 X R AE : o =0, P EE=1;14) FL 1 52 . J6=0,F=1;15) @A IR o=
0.4 =1;16) IFLFAEAL S W1 : <F2=0,>F3=1;17) S £F Ak . TT=0, 4 =1; 18) KIETH S & : GO ~ 1=0,62 ~ 4=1,,

27 F3I~4TMABLRBITRA LGB E X
AL 2y ik e 27 44k (F3 ~ 4) 1 245 191 18 3 1F
17 Cox M1 73 AT, Z5 AL W7, v UG o b 2fS £ 2 4R M
JiFm % A= KUB: (e HR=3.208,, P=0.020) (£ 5) .

3 it

FIBV YL S 1 P A sl 0 o LA SLD
Je i oy R TN R A% TR AR 15 7 3UAE 2 IR AR



B, B MAETHE M Z BUEF A & HERE R BT 2 2 BT 4 4 1 T 24 S B B s O B4 1 837

&5 CHB-SLD F3 ~ 44 A\ B¥ & 4 £ R HARFR Y Cox (21135347
Table 5 Cox proportional-hazards regression for ESLD among subgroup of F3-4 patients

e HRZE T ZHE
HR(95%CI) P{a aHR(95%CI) Pl
SEAFRE
A () 1.032(0.985 ~ 1.081) 0.184
P 0.707(0.204 ~ 2.447) 0.584
FRGHRE
AR/ 0.681(0.224 ~2.071) 0.499
5 I 4.081(1.598 ~ 10.426) 0.003 3.208(1.201 ~ 8.568) 0.020
o A 1.537(0.444 ~ 5.325) 0.498
e H 3 = 1 i > 0.851(0.306 ~ 2.366) 0.757
IR IR 1.227(0.437 ~ 3.445) 0.698
AAFE bR
Hb(g/L) 0.987(0.961 ~ 1.012) 0.302
PLT( x 10°/L) 0.987(0.978 ~ 0.996) 0.005 0.994(0.984 ~ 1.004) 0.207
Alb(g/L) 0.865(0.783 ~ 0.955) 0.004 0.896(0.802 ~ 1.002) 0.054
ALT(U/L) 0.997(0.989 ~ 1.005) 0.500
AST(U/L) 1.004(0.995 ~ 1.013) 0.388
W BE AR bR
HBV DNA” 0.396(0.158 ~ 0.992) 0.048 0.388(0.149 ~ 1.009) 0.052
HBsAg" 1.721(0.395 ~ 7.491) 0.469
HBeAg” 0.638(0.252 ~ 1.617) 0.899
JFLHZ 2 F R AR
JI A5 A R 1 1.044(0.396 ~ 2.751) 0.930
kAR 1.338(0.477 ~ 3.758) 0.580
NI P SR 1.626(0.531 ~ 4.982) 0.395
T IX g 5.947(0.791 ~ 44.718) 0.083
i g 1.633(0.528 ~ 5.045) 0.394
Al IRaE > 2.811(0.364 ~ 21.657) 0.322
B YA 0.727(0.097 ~ 5.470) 0.757
RAETE B 2.117(0.801 ~ 5.594) 0.130
NAS 0.698
0~2% 1.000
3~4% 1.280(0.476 ~ 3.447) 0.625
5~84% 1.758(0.472 ~ 6.546) 0.401

@ Hb, MLZT 2R (4 5 PLT, /5 Alb, FER 1 ALT, IN R IR R B il ; AST, RA R MR AL BN ; HBV, LRI R A HE ; HBsAg, LT 295
BERMPLE ; HBeAg, LTI RAGEE e P s NAS, ARTPDRG R A 105 14 JF995 05 3l B D 43 R0 5 HR, AU EE 5 a HR , 8 1E XU B 5 95%C 1, 95% &A% IX i 5
CHB-SLD, 1214 2 B 5 A 1 B 05 PR o ST RHIRAEL RS B An ™ - DR 2 =0, B =1;2) MIE/MEME 75 =0, &=1;3) &L : F=0,&=1;4) &
ML 75 =0, =13 5) & Hih = BRIAE : 75=0, J2=1;6) R % JE RS E AR =0, J&=1;7) HBV DNA Z i : <2 000 1U/mL.=0,>2 000 [U/ml.=1;8)
HBsAg:<1 000 COI=0,>1 000 COI=1;9)HBeAg: [1E=0, HPE=1; 10) IEH AR PR B R =0, h E B =1; 1) BRFEAE . Jo=0, 6 =1; 12) /Ity 5
IE : 220 F55=0, 224520 F5 5 =1; 1310 X RAE : TTuldz =0, TEE=1;14) F MK : T=0,4=1; 14) @& . TT=0,4=1;16) 5 4k
A T6=0,4=1;17) RIEIE 5% : GO ~ 1=0,G2 ~ 4=1,

T B4 69 526 8 S TR PR B , A4 MASLD  ALD FIBR JRYE IR A PRAS B M B S B

SLD %7 eIl R B, CHB £ SLD 19 B2 4 % I, Meta W PR 2 MASLD T 32 ) Q3 35 LK 28, T 34T
SRHTAGEE CHB S22 o SLD B U298 34.9% 1 538 BB AL R T4 A s 2B KU 131 0 ASTIFE S , 1 R % U
EABEEE Y R M HBY Y H 218 600 711, BT J CHB-SLD £ 3 ik Ji2 101 T 27 4k Ak 2% 2= 64 0 37 1
PEULHER , CHB-SLD AU ABZ3K3 00077 . Ik, ARG BN ZE. %4585 2 b [ 200 R A A TRE D
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B PERT T4 S — 80, ST, TR A 0 35 ol
T i A8 5 o) AR e T 94 0 9 2 2 XU O AR A 7
[ 7 AHIFTE PR S S A AR R I TR I
KT E R (P=0.062) , 7] fE 5T A AKE
A A R I B T A e (AR TR 2 IR
375 T LA T 35 X O 77 75 3 F2 S0 HT-2F 44 Ak Fry 5 2 R 30
JFF 9 X6 2607 S 25 R, 50 25 IR 45 T B A o 2 A
45475 4 il — 25 T F AR B 005 , AT e )
JFFRSE £k 39 J% 3 412 39 PP 96 19 % 4101 BT, %) CHB-
SLD ## , JuHJ 4 I  B OB DR s K2 INUWE 7 6 ) R s
R AT 44 A2, IO VR A 2 3 8, 44 6 A 0 3 0, DA 5
PR BRI R R BT U AT

JEAF K , MASLD 5 T /S R0 14 56 28 A RIS 4
M HRFFEINK  MASLD 5 48 & A To B AR G HE 2
FATHFFEMIAA CHB 4 I MASLD % HLA 25 (3BT K
I RS AL B S AR B S 2 00 2 7 e ) 58
A HRE A A A 8 6 A i R 2 2 ACHT
8 K3, CHB-SLD B & h g i A8 AR B 5 2R W s &k
AT i AR S (P=0.333) o AIFJIIG PRI 55 48 A B A HE
PRI S AL TS S R AF 45 25 S BN R
TR T RE I S5 A— B B RN . AR L,
SLD 2 CHB H 3 JHFH 5 A= 1 1 6 DR 25, (B 76 1 1Rt 1)
ZJ5, SRR AR LRI, X BT TR
PR T AR AT 4% 3] CHB-SLD 5/ ARG 20 B4

ST RIS AE TR R R K, BLRAIF 2 405 B
LN SRR ST 5 TR 4 AL b, [R5 FT] PSM 2
SELR 2T R T ASIB AT S . SR, AT
o B S5 -, 77 S T SRE A By N TR R 28 MR 147 5 17300
i) A T O % i S 25 A3 A 10 3 A8 AR Tk R 4 A 4y
B, BRI TS5 M. AR ITIRZ s  REEA
FeRTREME B I — 5 AIE

2 TR A OB R K S T ) 7T 4% CHB
45 SLID 8 Ik F WU T-2 4k £ 14 A XU, 328 F 01 AT2F
2 Al ORI TP & A B ST FE R PRI 3L % T SRk
PR K MU T 25 0 O SR IIIT 2T 4 AL i) CHB SR, 17
U5 T S DA W T A B

EBEER: AMAFTET2023F 11 A1 020 FHE
ARMBAEZERFLEF P ONITERN A, B
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