E AR I E ¥ 4% 2012 4 2 A % 33 %% 33 Int J Lab Med,February 2012, Vol. 33,No. 3 « 301 -

o lifa PR 36 7 5%
3 A C-R R I x )L S 0 12 55 2 5 s R 4 B BT 1 1B

T A4 B EHF

(FaEYEFRE—WEERERHA. & T 530021

i E:BW KiTLRIZHCAEEONEEBTEARELSALEASBGIFAENEL. AiE @&HF 190 6 HL A LR %
B R EBILE 60 Bl EILEAE A AT RA N BHAREZHCREEGRF AHFELREFLXBILRRESEAFEASA, X
bial bpearman AL IFELEBEREETLEBILLRELIZIHKCAEEAKRTFERESBAGAI>AN X EZ, GR FAEBRFXEL

REMCAEEOKRFPEES FTAHBMA6.53.2 mg/L,0.940.2 mg/L,P<<0.05);M&ZBILKRELSBREBAS> A mE, L

XM CRAEEARFLEHITZH MASMERRTLEZHCRERORFRRESBZAERS> R ZEML. ML FHK
4 # 0. 854(P<C0.05) 4= 0.892(P<C0.05), it ¥ABRFAZILALHZRCALEALSA RIS Al BASBAEY M
X aRHFHCREEAOKTFE—RRELRBRAEEREFKXEALRRERTRNERABT " EH®

KB :F K KRk . IH44;, CRAEEXRS; LE

DOI:10. 3969/j. issn. 1673-4130. 2012. 03. 021 SCRRARIRAS : A M EHS :1673-4130(2012)03-0301-02

Predictive value of plasma level of high sensitivity C-reactive protein on the pathological
grade and clinical classification of henoch-schonlein purpura nephritis in children
Ning Fajin . Xuan Weinian
(Department o f Clinical Laboratory . First Af filiated Hospital , Guangzi College of Traditional Chinese
Medicine, Nanning 530021, China)

Abstract: Objective To investigate the predictive value of plasma level of high sensitivity C-reactive protein (hs-CRP) on the
pathological grade and clinical classification of henoch-schonlein purpura nephritis (HSPN) in children. Methods 190 patients with
definite diagnosis of HSPN(HSPN group) and 60 healthy children(control group) were enrolled and plasma level of hs-CRP of
these two groups was evaluated. Pathological grade and clinical classification were evaluated in HSPN group. Spearman correlation
analysis was applied to evaluate the relationship between plasma level of hs-CRP and pathological grade and clinical classification.
Results Compared with control group, plasma level of hs-CRP significantly elevated in HSPN group (6.5%+3.2 mg/L vs 0. 9%
0.2 mg/L,P<C0. 05). Pathological grade and clinical classification gradually progressed accompanied with the increasing of plasma
level of hs-CRP in HSPN group. Both pathological grade and clinical classification were positively correlated with plasma level of
hs-CRP, as indicated by correlation analysis, and the correlation coefficient was 0. 854 (P<C0. 05) and 0. 892(P<C0. 05) respective-
ly. Conclusion Pathological grade and clinical classification of HSPN were apparently correlated with plasma level of hs-CRP. and
the pathological changes of renal tissue and the severity of clinical presentation could be indicated by the plasma level of hs-CRP in
children with HSPN.
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