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Abstract:Objective To investigate the correlation between serum levels of macrophage colony stimula-
ting factor (M-CSF),DNA methyltransferase 1 (DNMT1) and programmed death receptor 1 (PD-1) and dis-
ease progression in patients infected with hepatitis B virus (HBV). Methods A total of 108 patients infected
with HBV admitted to our hospital from January 2019 to January 2020 were selected as research subjects. Ac-
cording to the severity of CHB diagnosed by liver histopathological examination results, they were divided into
group A (asymptomatic HBV carriers,20 cases) ,group B (mild to moderate CHB,42 cases) ,group C (severe
CHB, 20 cases) and group D C(hepatitis B cirrhosis, 30 cases). At the same time, another 30 healthy subjects
with normal liver function index and positive hepatitis B surface antibody were selected as the control group.
The serum M-CSF level was detected by radioimmunoassay,the serum DNMT1 level was determined by en-
zyme-linked immunosorbent assay (ELISA) .and the serum PD-1 level was detected by flow cytometry respec-
tively. Multiple linear regression was used to analyze the correlation between each index and disease progres-
sion. Results The levels of serum M-CSF,DNMT1 and PD-1 from high to low were group D,group C,group
B, group A and control group. There were statistically significant differences on serum M-CSF, DNMT1 and
PD-1 levels among all groups (P<C0. 05). Multiple linear regression analysis showed that disease progression was cor-
related with serum DNMT1 and PD-1 levels in patients infected with HBV (P <0, 001). Conclusion The serum lev-
els of M-CSF,DNMT1 and PD-1 are different in HBV infected patients with different stages of disease pro-
gression,and the serum levels of DNMTI1 and PD-1 in HBV infected patients correlate with disease progres-

sion in HBV patients.
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20 51 n PERNCH /Lo /n) AR Es . 2 fkﬁﬁ%%ﬁ
(z+s.kg/m*)
A 20 12/8 38.2245.06 22.1342.06
B4 42 26/16 38.1346.03 21.06+2. 13
c4l 16 10/6 37.9945. 32 22.1442.19
D4 30 18/12 38.06=45. 04 21.7742. 24
X 30 17/13 38.167+6. 22 21.87%2.29
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13 . M-CSF DNMT1 PD-1
(pg/mL) (pg/L) (%)
A4 20 290.13+50.16 25.16+6.04 10.11+£2. 07
B4 42 305.13+£50.03 31.6243.07 15.22+3.55
Ca4l 16 322.46450.17 39.2243.21 18.26+3.19
D4 30 379.12450.22 48.16+4.01 22.17+3.06
Xt R4 30 280.12450.13 20.2245.17 6.42+1.03
F 17.624 184.127 137. 544
P <20. 001 <20. 001 <20. 001
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M-CSF 0.001  0.001 0.057 1.349 0.180 1.223
DNMT1 0.073  0.007  0.620 10.782 <C0.001  2.278
PD-1 0.064 0.011 0.335 5.874 <C0.001  2.237
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