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[Abstract] Objective To analyze the changes of liver fibrosis and liver function indexes in patients with
HBeAg-negative chronic hepatitis B complicated with cirrhosis, as well as the correlation between liver fibrosis, liver
function indexes and serum HBV-DNA, in order to provide reference for clinical treatment. Methods A total of 106 pa-
tients with HBeAg-negative chronic hepatitis B who were treated in Fuping County Hospital from October 2016 to Octo-
ber 2018 were enrolled. According to the patients with or without cirrhosis, 50 patients with cirrhosis were included in
the observation group, and 56 patients without cirrhosis were included as the control group. Fasting venous blood (5 mL)
was collected from patients. Serum HBeAg content was detected by immunofluorescence quantitative analyzer, and se-
rum HBV-DNA content was detected by real-time immunofluorescence PCR. Serum monoamine oxidase (MAO) con-
tent was detected by immunological rate method, and immune turbidity was detected. The serum hyaluronic acid (HA)
content was detected by the method, and the serum globulin (G), aspartate aminotransferase (AST), albumin (A), and ala-
nine aminotransferase (ALT) were detected by an automatic biochemical analyzer. The correlation between liver fibrosis,
liver function indicators and serum HBV-DNA was analyzed by Pearson correlation analysis. Results The serum MAO
content, HA content, and AST/ALT ratio of the observation group were (18.67+7.29) mmol/L, (527.18+26.51) mg/L, and
1.26+0.50, significantly higher than (14.68+7.14) mmol/L, (256.304+26.19) mg/L, 0.73+0.49 in the control group. Serum
A content, ALT content, and A/G ratio were (39.68+3.20) g/L, (141.09+18.64) U/L, 1.12+0.41, significantly lower than
(41.71+£3.39) g/L, (240.18+18.53) U/L, 1.35+£0.43 of the control group (P<0.05). The serum HBV-DNA content was
(6.20£1.25) lgcopies/mL in the observation group, significantly higher than (5.59+1.21) Igcopies/mL in the control
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group (P<0.05). The serum HBeAg levels of the two groups were (3.34+1.12) 1gCOI and (3.56+1.09) 1gCOlI, respec-
tively, and the difference was not statistically significant (P>0.05). Serum HBV-DNA content was negatively correlat-
ed with A/G (r=-0.359, P<0.05), and positively correlated with MAO, HA, and AST/ALT (r=0.512, 0.440, 0.401, P<

0.05). Conclusion The increase of viral load in patients with HBeAg-negative chronic hepatitis B complicated with cir-

rhosis will result in the decrease of liver reserve function, the damage of liver parenchyma, and liver fibrosis. Quantita-

tive analysis of HBV-DNA can guide the diagnosis and treatment of the patients.
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Efficacy of intravenous thrombolysis and dual anti—platelet therapy in the treatment of acute cerebral infarction.
ZHANG Zhao-ping ', WANG Li >. 1. Department of Neurology, Fengxiang County Hospital, Baoji 721400, Shaanxi, CHINA;
2. Department of Neurology, Baoji Second Hospital of Traditional Chinese Medicine, Baoji 721300, Shaanxi, CHINA

[Abstract] Objective To evaluate the clinical efficacy of intravenous thrombolysis and dual anti-platelet thera-
py in the treatment of acute cerebral infarction (ACI). Methods The clinical data of 85 ACI patients with a time of on-
set within 4.5 hours were retrospectively analyzed, who were admitted to the Fengxiang County Hospital from March
2016 to March 2018. According to the treatment methods, the patients were divided into intravenous thrombolysis group
(recombinant tissue plasminogen activator [rt-PA] intravenous thrombolytic therapy, n=51) and dual anti-platelet group
(anti-platelet therapy of aspirin & clopidogrel, n=34). The relevant laboratory parameters, including blood platelet count
(PLT), D-dimer (D-D), prothrombin time (PT), activated partial thromboplastin time (APTT), and fibrinogen (Fib), be-

tween the two groups were compared before treatment at 4 h and 24 h after treatment, as well as the difference in the

WIAVER : AT, E-mail : 1152380345@qq.com

[12] i AAf, T L, S, 25, 2 BT 900545 b1 ki 49) S DNA it 45
T &R 9 IR A A8 2 v B9 1 PR B S 0], S AT A 2 i,
2016, 24(29): 4115-4118.

[13] DIMZOVA M, KONDOVA-TOPUZOVSKA I, BOSILKOVSKI M,

et al. Noninvasive biomarkers in assessment of liver fibrosis in pa-

KRBIFE[]. KB B2 S5IGR, 2016, 13(9): 1265-1267.
[17] %ﬁ%ﬁff Hik, HEIE, %F. HBeAg Bﬂ‘f&*‘fa‘fil’*”ﬂ?‘)i@ﬁ(ﬁﬁ)?é{ﬂ%
BT ZIAT TR DGR ZRAFFE[]. T ARSI A 3
4, 2018, 32(5): 533-537.
[18] MALIK A, KUMAR D, KHAN AA, et al. Hepatitis B virus precore
G1896A mutation in chronic liver disease patients with HBeAg nega-
tive serology from North India [J]. Saudi J Biol Sci, 2018, 25(7):

tients with HBeAg negative chronic hepatitis B [J]. Open Access
Maced J Med Sci, 2018, 6(6): 1052-1058.

(141 BRI, BRAL, JEBHE, 45, HBeAg BITE L TURFRORZIR YT R AT
BRI R R 2 AR AL T AT RS AT 1 (0], O, 2016, 21(3):
235-236.

[15] AKBAL E, KOCAK E, KOKLV S, et al. Serum Toll-Like Recep-
tor-2, Toll-Like Receptor-4 Levels in Patients with HBeAg-Negative
Chronic Viral Hepatitis B [J]. Viral Immunol, 2017, 30(4): 278-282.

[16] FH4K, 8552, HBsAg FllHBV DNA TE 2 BT 48 K R4k 50 % vh iy

- 976 -

1257-1262.

[19] Wi, Wk 2, Bk, 4. A HBV B {48 SRS a1k
FBE P -HBe /K A K ol R 73 X [I]. T PR I 2%, 2017, 46(21):
307-310.

[20] 1%, BRI, iR, 45, HBsAg /K- F-7E 18 1k HBV &Y & i ji it Jie
PR S A MDA, IR ARG 24 5, 2017, 33(8): 1475-1478.

(s H 191:2018-12-17)



