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Clinical characteristics and risk factor of poor prognosis in neonatal purulent meningitis
LI Cheng-yan, HE Yong-zhong, HUANG Bing-long, AO Dang (Department of Pediatrics, Affiliated Hospital of

Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Objective To analyze the clinical features and risk factors of poor prognosis in neonatal purulent meningitis

(NPM). Methods Clinical data of 95 NPM cases were retrospectively reviewed. According to the Glasgow clinical outcome

score, they were divided into favorable prognosis (n=44) and poor prognosis groups (n=51). The general information, clinical

characteristics and laboratory examination resultings were compared between two groups, and risk factors of poor prognosis

were analyzed by multivariate Logistic regression analysis. Results Compared with favorable prognosis group, hospital stay,

convulsion, and leucocytes =500x10°/L, sugar <1.5 mmol/L, and positive bacterial culture of cerebrospinal fluid (CSF) were

higher in poor prognosis group (P<0.01 or 0.05). Long hospital stay (>21 d) and CSF sugar < 1.5 mmol/L were independent

risk factors for poor prognosis. Conclusion The incidence of complications and sequelae is correlated positively with

hospital stay and negatively with CSF sugar in NPM.
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Relationship between homocysteine level and cognitive impairment in cerebrovascular diseases
LI Na!, RUAN Yan-peng?, ZHOU Lei-le'” (1. Department III of Internal Medicine, Kaiping Central Hospital, Jiangmen
529300, China; 2. Department II of Neurology, Jiangmen People’s Hospital, Jiangmen 529000, China)

Abstract: Objective To study the relationship between homocysteine level and cognitive impairment in cerebrovascular
diseases (CVD). Methods Plasma levels of homocysteine, folic acid and vitamin Bi2, hypersensitive C-reactive protein (hs-
CRP), MMP-9 and TNF-a 100 were detected in 100 CVD patients (study group) and 100 healthy subjects (control group). The
correlation between homocysteine level and Montreal Cognitive Assessment Scale (MMSE) or Concise Mental State Scale
(MoCA) was analyzed. Results Compared with control group, levels of homocysteine, hs-CRP, MMP-9, TNF-a and
incidence of hyperhomocysteinemia were higher, while levels of folic acid and vitamin Bi2 were lower in study group
(P<0.01). Plasma homocysteine level was negatively correlated with MoCA (=-0.685, P<0.05) and MMSE scores (r=—0.623,
P<0.05). Conclusion The incremental level of homocysteine might induce cognitive impairment through upregulation of
inflammatory-associated factors hs-CRP, MMP-9 and TNF-a in CVD.

Key words: homocysteine; cerebrovascular diseases; cognitive impairment
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