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(FZE] HmM B LT 2 BT 48 9% 7 K% O PR Chepatitis B core anbody, $t —HBC) , JIH 5 7 /i
(cholinesterase, CHE). #Z B AL /K FE5RRETEIFR R JBAGAHICH: . JiiE SRR i 0 X P E R
2021 4F 1 3 % 2024 4 1 AR 388 Bl BpthIF 4 BB SR J) Se BRI 68 g B 3 1 S Xl i
HL A AR 40 5 %) A M HT-HBC . CHE ., AR AT K. HLEIER A 18 P 4 AN IR 17 7 T A B R 35 1
HPL-HBC. CHE. ZIE&HE M ALACE . WM P AR LR AR B F S Hi-HBC, CHE. #I§&H I AL
PHPEGIEC, HBOMEE 4L RF AR R /3 BB E S HT-HBC, CHE, 388 ALK, 50 W4l -
HBC /K- (4.52 £ 0.63)1log10PEIU/mL & T-%F R4 (1.12 £ 0.26)logOPEIU/mL, 2 5H Gt X (1 =-43.822, P<
0.001), i CHE(4.09+0.91)kU/L. #J§ & H A1102.54 = 5.95) mg/dL 4 1% T %} 8 40 A4 ( 10.65 + 1.73) kU/L.
(120.17 £ 6.06) mg/dL., 2ZSH G H %5 L (1=46.580, 22477, P<0.001); WLELLH b8 BT 48 A [] s 17 2 F AR
BEIMBFIL-ABC. CHE, IRE A AT K F2ER WA ST FE X (P<0.05), HIMEH-HBC K R8T %
R < B R PR < BYEFRERE, 1 CHE, #ARE N ALKV BB HIFR B > BRI > 81
REE, ZRAFITFEL(P<0.05); @MWFLEIEE . FEILEIFEN mED-HBC. CHE. ZABE T ALK
PEGIECH B TR R R R, ZRARIFE L (P<0.05); LA P FRE LA [F 294 8 35 1 & Bt -
HBC. CHE. #HNSEH ALK F2ERE G258 L (P<0.05), HEERE LRSI -HBC KW e,
CHE, #JEE A ALARMIRRIE, Z2RA%H#EX(P<0.05), i FREHETREE MFEF-HBC KRB K
FWEFE, CHE. FARE M AL MFRAKFH BRI, HiMmEPi-HBC, CHE. g M AL iFRB/KT-5HE
I B R AHG
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Correlation between Serum Levels of Anti-HBC, CHE, and
Apolipoprotein AI and the Development of Viral Hepatitis
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[Abstract] Objective To investigate the correlation between serum hepatitis B core anbody (anti—-HBC),
cholinesterase ( CHE) and apolipoprotein Al ( ApoAl) and the development of viral hepatitis. Methods 388
patients with viral hepatitis admitted to Nanjing Pukou District Hospital of Traditional Chinese Medicine from

January 2021 to January 2024 were selected as the observation group, another 68 cases of health check—ups in
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medical check—up centre of Nanjing Pukou District Hospital of Traditional Chinese Medicine during the same period
were selected as the control group. The serum levels of anti-HBC, CHE, and apolipoprotein Al between the
observation group and the control group were compared. To compare the serum anti-HBC, CHE, ApoAl levels in
patients with different disease severity of chronic hepatitis in the observation group. To compare the number of
positive cases of serum anti-HBC, CHE, ApoAl in patients with different disease types in the observation group. To
compare the serum anti—-HBC, CHE, ApoAl levels in patients with different grades of cirrhosis in the observation
group. Results  Serum anti—-HBC levels (4.52 + 0.63) logl OPEIU/mL were higher in the observation group than in
the control group (1.12 + 0.26) loglOPEIU/mL, and the differences were statistically significant (t = -43.822, P<
0.001) , while CHE ( 4.09+091) kU/L, ApoAl ( 102.54 +5.95) mg/dL. were lower than the control
group(10.65 + 1.73) kU/L, (120.17 + 6.06) mg/dL, and the differences were statistically significant (t = 46.580,
22477, P < 0.001) ; differences in serum anti-HBC, CHE, and ApoAl levels among patients with different
severity of chronic hepatitis in the observation group were statistically significant(P < 0.05), and the serum levels of
anti-HBC levels showed mild chronic hepatitis < moderate chronic hepatitis < severe chronic hepatitis, while the
levels of CHE and ApoAl showed mild chronic hepatitis > moderate chronic hepatitis > severe chronic hepatitis the
difference was statistically significant (P < 0.05); the number of positive cases of serum anti—-HBC, CHE, ApoAl in
acute jaundiced hepatitis, severe chronic hepatitis, cirrhosis and hepatocellular carcinoma were significantly higher
than those of chronic hepatitis in mild and moderate forms and the difference was statistically significant (P < 0.05).
The differences in serum anti-HBC, CHE, and ApoAl levels in patients with different grades of cirrhosis in the
observation group were statistically significant ( P < 0.05) and serum levels of anti-HBC levels increased
continuously with the progression of the disease, whereas CHE and ApoAl decreased continuously with the
difference being statistically significant (P < 0.05). Conclusion  The levels of serum anti—-HBC in patients with
viral hepatitis are significantly increased, while the levels of CHE and apolipoprotein Al are significantly decreased,
and the levels of serum anti-HBC, CHE and apolipoprotein Al are related to the development of the disease, which

contributes to the development of the disease.

[ Key words] Viral hepatitis; Hepatitis B core anbody; Cholinesterase; Apolipoprotein
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1 2HMFEHN-HBC.CHE . HAEEB Al KFLLB (X+5)
Tab.1 Comparison of serum levels of anti-HBC, CHE and ApoAl between the two groups(X =+ s)

2851 M7 Hi-HBC (log10PEIU/mL ) CHE(KU/L) #HIEE M AI(mg/dL)

MEEA (n = 388) 452+0.63 4.09+091 102.54 +5.95

X HRZH (n = 68) 1.12+0.26 10.65+ 1.73 120.17 £ 6.06

t —43.822 46.580 22.477

P <0.001" <0.001° <0.001"
*P<0.05,

x2 NRAEBEFLAEEMFER-HBC.CHE.HIEEH Al KFLEH(X+s)
Tab.2 Comparison of serum anti-HBC, CHE, and apolipoprotein AI levels in patients with chronic hepatitis in the

observation group(X )

S R 1M Pi-HBC(log OPEIU/mL ) CHE(KU/L) # 5 & HAI(mg/dL)
YT RIZIE (n=52) 2.13+0.35 9.36+2.62 117.02 +2.78
PEYEIFR T (n =56) 3.39+0.68° 6.82 + 1.68° 113.09 £2.51®

P PR 5 (n = 50) 4.52 +0.73% 3.69 + 1.83% 110.02 +2.35%

F 195.636 95.114 96.410

P <0.001" <0.001" <0.001°

SRR R AL, °P < 0.05; S PEIFI P HLAL, °P < 0.05; S8R AL, °P < 0.05.

R3 VRAFREREREEMFER-HBC.CHE.HIEE B Al & MPAMHEGIRLLE [2(%)]
Tab.3 Comparison of the number of cases of positive serum anti-HBC, CHE, and ApoAl tests in patients with different

disease types in the observation group [1(%) ]

PRI MI4-HBCFH 7 CHE(KU/L) FE AR I ATPHM:
P PERF A2 (n = 52) 17(32.69) 4(7.69) 13(25.00)

P PERF A EE (n = 56) 21(37.50) 10(17.86) 17(30.36)

P PERF AR EE (n = 50) 45(90.00)® 45(90.00)* 40(80.00)®
g1k (n = 166) 142(85.54)® 151(90.96)® 147(88.55)®
& (n = 64) 48(73.85)® 58(90.63)® 42(65.63)®

50 MR E A L, °P < 0.05; S84 HP B LA, P < 0.05,

R4 NRAFEUARR S REEMFH-HBC.CHE . HIEE R Al KF(X£s)
Tab.4 Serum anti-HBC, CHE, and apolipoprotein Al levels in patients with different grades of cirrhosis in the observation

group(X+s)

NGRS 1L #i-HBC(logl OPEIU/mL) CHE(KU/L) e E I Al(mg/dL)
FFE AL AZL (n = 60) 3.32+0.33 5.06+1.01 180.03 + 10.17
JFEALBLR (n = 56) 539+0.41° 329+ 127 130.01 £ 11.37°
JHEALCH (n = 50) 6.15+0.39% 2.22+0.78% 100.30 + 12.37%
F 850.166 104.203 709.973

P <0.001" 0.013* <0.001"

S AL UL, °P < 0.05; S HTFREEBI LLEL, PP < 0.05,
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