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[ Abstract |

mouth disease

Objective To investigate the changes of serum adiponectin (APN) and insulin-like growth fac-
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tor-1 (IGF-1) levels in children with hand-foot-mouth disease (HFMD) and their clinical value. Methods
March 2016 and December 2017, 114 children with HFMD were selected from Henan Children’s Hospital, including

53 cases in the general type group, 46 cases in the severe type group and 15 cases in the critical type group. The ser-

During

um levels of APN and IGF-1 were detected at admission and 5 days after admission. Other 40 healthy children were
selected as the control group. The serum levels of APN and IGF-1 were compared among the four groups. Results

The serum levels of APN and IGF-1 of HFMD patients in the severe type group and the critical type group were signif-
icantly lower than those in the general type group and the control group(P <0.05). On the 5th day after admission,
the serum levels of APN and IGF-1 of the patients increased significantly. However, the levels of APN and IGF-1 in
the severe type group and the critical type group were still lower than those in the general type group(P <0.05).
Conclusion Severe and critical HFMD children have obvious brain damage. The decrease of serum APN and IGF-1

levels is related to the severity of the disease, and is of guiding significance for the disease evaluation and the predic-

tion of prognosis.
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