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Relativity study on typeo diabete,s (C_reactive protejn and fasting€ Plasma pProinsulmn
ZHANG Jie bu 117 Xue fng MING Hul, HUANG Haiduar| CATShanwe ZHAO Jind
(1. Deparment of Endocrinoogy 5 Ddparment of [soopes Tong [ng P cople sHosPita] Tong ling€ 24400( China)

[ Abstrac*f ()bjectivg: To sudy the relagonsh P hetween (. reactjve protein( CRP)’ fasting plasna proinsu]in( FPI) with tPe o
diabctcsmclh‘LuS( ”[2]]\/[) and diabetic hypcrtcnsior’l and © exppre hemechanigm of CRP nw]vement in Th V] Mcthod:s Seventy
cases of HIM wetre dvided no TH)IM gtoup( r&30) and d @betic hypertension group( r&40); 35 agematched healthy people acted
as nomal controls CRI? fﬂgrinoger} FP’I fasting hlood g}uoosg o] cholesteroJ trglycerde and h8h density [PopProtein cholesteo] in
their sera were assayed and camparison wasmade peween each group Refativity analysis of CRP and fastn€ Plasna pronsulin and
other ndexeswere conducted Rcsu]t;‘, The leve]of CRP mTh)IM group was sgnificant]y higher than that in the noma] con trok I
Q 01). The leve] of CRP was the highest n the d@betic hyPertenson gn)up( P<<q o1 ). Relativity analysis showed that CRP was
positively correfated with fastin€ plasna promnsulin in ”QDM( P< q 05). Concluspng CRP is nvolved in he pathogenesis and
develormentof HDDM and diabetic hypertensia
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Detecton of circulatin€ immune com pPlex n d @agnosis of neurocysticercosis
QUIZhud2 SHEN Jilong
(1. Deparment of M icrob0]ogY and P arasiogy AnhuiMedica [Universiy Hefei 30032
2 Deparment of hfectious iseases The First Affiliated HoPiw | of Banghu Medica] College Benghu233004 China)

[ Abstrac} O b'yectivg To exp Jore fe vaJue of detecting the circufating immune cm plex in diagnosis of neurocysticercosis M ethod§
A douple mona clona] antihodyY sandwich enzyme [inked mmunosorhent assay( ELISA) was used © detect the circujating antigen§
anthodies and immune amplex in (g sera of neurocysticercosis R esultss In the 199 cases of neuIOCYSticera)si§ the Positive rates of
cirau jating antigcn’s antihodies and mmune canplex were 373 03%’ 68 81% and 47 71%’ espectively Twelve of he gy cases with
posijtive jmmune canp jex showed negative when tested for the anti€ens and anthodies separatedly Conclusong Detection of the
specific immune canplexmay help to fhe dianosis of neurocystjcerws is
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