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Clinical characteristic analysis of 104 cases of children severe hand,foot and mouth disease

Yang Wensheng
(Department of Pediatrics.Baise People’s Hospital s Baise Guangzi 533000, China)
Abstract: Objective To analyze the clinical characteristics of children severe hand, foot and mouth disease(HFMD) for early
diagnosis. Methods Retrospective studies was used to analyze 104 cases of children severe HFMD. They were divided into A,B,C
and D group according to conditions,and their clinical symptoms, physical signs and assistant examination results were summarized
to analyze early characteristic index of severe cases. Results 101 (81. 73%) children with severe HFMD were less than 3 years
old. Fever was occurred in 103 cases(99. 04 %). Hyperemic skin rushes or herpes were occurred in 101 cases(81. 73 %) ,and children
in severe condition had less skin rushes, Central nervous system (CNS) lesions were occurred in 91 cases(81. 73%). Comparison
among groups,there were significant differences in incidence rates of hyperglycosemia( P<C0. 01). Leukocyte counts of cerebrospinal
fluid of children with HFMD complicated by CNS lesions increased, but no significant difference observed among groups (P >
0. 05). Chest X-ray showed 12 cases of pneumonitis,7 cases of pulmonary edema. There were 81 cases(77. 88%) infected by entero-
virus 71(EV71),9 cases(8. 65%) by coxsackievirus 16(CA16) ,and the positive rate of EV71 in children with HFMD complicated
by CNS lesions was markedly higher than that in children without CNS lesions(P<C0. 05). 6 children died of neurogenic pulmonary
edema. Conclusion Most of severe HFMD are complicated by CNS lesions, with EV71 as the main pathogen, limbs startle during
sleeping as an early clinical feature, hyperglycosemia as a valuable assessment indicator of severity. Neurogenic pulmonary edema is
its major cause of death.
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