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Clinical study of human parvovirus B19 infection in children with hemophagocytic syndrome
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[ABSTRACT] OBJECTIVE To study the epidemiological and clinical features of children with hemophagocytic syndrome
(HPS) infected human parvovirus B19 (HPVB19). METHODS  Sixty-five children diagnosed with HPS and 65 healthy children
in the First Affiliated Hospital of Zhengzhou University from April 1,2013 to March 31,2014 were collected. and the relevant
clinical and laboratory data of tow groups were simultaneously collected. Enzyme Linked Immunosorbent Assay (ELISA) and Flu-
orescence quantitative PCR were used to detect HPVB19-1gM, IgG and HPVB19-DNA in two groups.and the clinical features and
laboratory characteristics of two groups were analyzed. RESULTS In HPS group, HPVBI9-IgM positive rate was 26. 15%
(17/65) ,and significantly higher than 9. 23% (6/65) in the control group (y*=6.392,P=0.011). HPVBI9-IgG positive rate of
HPS group was 38. 46 % (25/65) ,compared with the control group 29. 23% (19/65) , the difference was not statistically signifi-
cant (y*= 1.237,P=0. 266). HPVBI9 infection rate of HPS group was 21. 54% (14/65) , compared with the control group
3. 08%(2/65) . the difference was statistically significant (y* =10. 263, P=10. 001). Results of clinical characteristics analysis
showed that the infection of HPVB19 (P = 0. 003), platelet count (PLT)<{100 X 10° L™ (P<C0. 001), hemoglobin ( Hb)
<90 g/L (P<C0.001) sneutrophil (NE)<{1.5>X10 L' (P<C0. 001) ,fibrinogen (FIB)<(1.5 g/L. (P<C0. 001) were the risk fac-
tors for the occurrence of HPS. Serum ferritin (SF)<C500 ng/mlL, triglyceride (TG) <C2 mmol/L were protective factors for HPS
(all P values<Z0.001). Logistic regression analysis showed that differences of clinical characteristics were no independence in tow
groups. CONCLUSION  Children with HPS are associated with clinical factors, HPVBI19 infection and the pathogenesis of in chil-
dren with HPS may be related.
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