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[ Abstract | To explore the correlation and clinical diagnostic significance between EGF, PAF-AH on henoch-
schonlein purpura (HSP) renal damage in children,in order to provide a new way of thinking for early diagnosis and clinical prog-
nosis for HSP nephritisCHSPN). Methods

were collected. According to the presence of renal damage, the patients were divided into non-HSPN group and HSPN group,50 ca-

Objective

Totally 86 cases of children with HSP from September 2013 to January 2014 in hospital

ses of healthy children as control group,and 30 casea were diagnosied as "bronchial pneumonia". Using PCR technique to detect the
change of blood EGF and PAF-AH,and using ELISA to detect the change of blood EGF,PAF-AH and urine EGF. Results
tion of blood PAF-AH mRNA, EGF mRNA in case group obviously higher than control group,and detection of blood PAF-AH
mRNA in HSPN group were also hgher than non-HSPN group(P<C0. 05). Detection of blood EGF mRNA in HSPN group higher
were than non-HSPN group,but there was no statistically significant difference (P>>0. 05). Detection of serum PAF-AH, EGF and

Detec-

urine EGF in case group obviously higher than control group and the case group significantly lower recovery than acute stage(P<C
0. 05). Conclusion Blood EGF,PAF-AH and urine EGF process involved in the pathogenesis of HSP,and is related to renal dam-
age.
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