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Relationship between bleeding degree and PMP vWF and FN

in patients with hematological diseases and its clinical significance
Dai Jifei' Zhu Lixin® Cai Xuelin® et al
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Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To measure the relationship between the degree of bleeding and platelet microparticles
(PMP) von Willebrand factor(vWF) fibronecti(FN) in hematologic patients with low platelet count analyze the
clinical significance of PMP vWF FN and perdict the degree of bleeding. Methods According to WHO grading
standards of the degree of bleeding the patients were divided into O group 1 group 2 group 3 group 4 group
and health group.Flow cytometry was used to detect PMP in the peripheral blood in the patients.The enzyme-inked
immunosorbent assay was used to determine the vWF and FN in the peripheral blood in the patients.Results (1
The level of PMP vWF and FN had significance difference in each group(P<0.001). 2 In the different degree of
bleeding severity bleeding with much lower PMP 1 group and 2 group;3 group 4 group and the control group had
no significance difference others had significance difference (P<0.001) much high vWF each group had signifi-
cance difference (P<0. 001) except 1 group and 2 group  much higher FN each group had significance differ—
ence(P<0.001) except O group and 1 group .Conclusion The level of PMP vWF FN is helpful to perdict the
degree of bleeding in hematologic patients with low platelet count.
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Association between the copy number
variation of HLA-DQA1 gene and the susceptibility to

the outcome of HBV infection
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Abstract Objective To explore the association between the copy number variation(CNV) of HLA-DQA1 gene
and the outcome of HBV infection in Chinese Han population.Methods The HLA-DQA1 CNV of 825 patients with
chronic HBV infection and 287 patients with acute selfdimiting HBV infection was detected by AccuCopy assay.
The chisquare test was used to evaluate the impact of HLA-DQA1 CNV on the outcome and disease progression af—
ter HBV infection.Results 1In the outcome of HBV infection the proportion of HLA-DQA1>2 copy number in a—
cute selfdimiting HBV infection group was significantly higher than the proportion in chronic HBV infection group
15.3% vs 6. 9% P<0.001. In the disease progression of chronic HBV infection the proportion of HLA-DQAlI>2
copy number in the CHB LC and HCC groups gradually increased 10.1% 15.3% 27.9% P<0.001. There
was no significant difference between the proportion of the HLA-DQAT copy number in the E antigen positive pa—
tients group and E antigen negative patients.Conclusion The CNV of HLA-DQAT1 gene is the susceptibility factor
of chronic HBV infection and the decrease of HLA-DQA1 copy number is a risk factor for the chronicity of HBV in—
fection and disease progression after chronic HBV infection.
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