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WIGER, BTFRT, A RAFPEREEO WIS . MDA . sFas. sFasL /K- & TRHEZH (P<0.05) , SOD Ik T-%F IR
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JABRARBEALN CK & X IR RAl, HAONUEFEAR S MDA | sFas. sFasl 7641 E] 5 5 %) B2 1) 22 53406
G135 X (P>0.05) . SOD /K F-5 AST. LDH., CK. CK-MB 2k (43514 -0.437 ., =0.364 . -0.397, -0.519,
P<0.05) , MDA /K*F-5 LDH. CK-MB ZiEAHX (435124 0382, 0411, P<0.05) . i€ 2 RGTTXHIE# 47
YR EE A16 VB T3 HFMD A7 4847 i O AIURSYER, I RE S R4 H i SRR LA BRI T ¢
[ HELRILRIZE, 2017, 19 (8) : 908-912]
[k ] FROUE; £RET; DY JLE

Myocardial protective effect of L-carnitine in children with hand, foot and mouth
disease caused by Coxsackie A16 virus
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Abstract: Objective  To investigate the myocardial protective effect of L-carnitine in children with hand, foot
and mouth disease (HFMD) caused by Coxsackie A16 virus and possible mechanisms. Methods A total of 60 HFMD
children with abnormal myocardial enzyme after Coxsackie A16 virus infection were enrolled and randomly divided into
L-carnitine group and fructose-1,6-diphosphate group (fructose group), with 30 children in each group. The two groups
were given L-carnitine or fructose diphosphate in addition to antiviral and heat clearance treatment. Another 30 healthy
children who underwent physical examination were enrolled as control group. The changes in myocardial zymogram,
malondialdehyde (MDA), superoxide dismutase (SOD), and apoptosis factors sFas and sFasL after treatment were
compared between groups. Results There was no significant difference in treatment response between the L-carnitine
group and the fructose group (P>0.05). One child in the fructose group progressed to critical HFMD, which was not
observed in the L-carnitine group. Before treatment, the L-carnitine group and the fructose group had significantly higher
indices of myocardial zymogram and levels of MDA, sFas, and sFasL and a significantly lower level of SOD than the
control group (P<0.05), while there were no significant differences in these indices between the L-carnitine group and
the fructose group (P>0.05). After treatment, the L-carnitine group and the fructose group had significant reductions
in the indices of myocardial zymogram and levels of MDA, sFas, and sFasL and a significant increase in the level of
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SOD (P<0.05); the fructose group had a significantly higher level of creatine kinase (CK) than the control group and
the L-carnitine group, and there were no significant differences in other myocardial enzyme indices, MDA, sFas, and
sFasL between the L-carnitine group and the fructose group, as well as between the L-carnitine and fructose groups and

the control group (P>0.05). SOD level was negatively correlated with aspartate aminotransferase, lactate dehydrogenase
(LDH), CK, and creatine kinase-MB (CK-MB) (r=-0.437, -0.364, -0.397, and -0.519 respectively; P<0.05), and
MDA level was positively correlated with LDH and CK-MB (7=0.382 and 0.411 respectively; P<0.05). Conclusions
L-carnitine exerts a good myocardial protective effect in children with HFMD caused by Coxsackie A16 virus, possibly

by clearing oxygen radicals and inhibiting cardiomyocyte apoptosis.

[Chin J Contemp Pediatr, 2017, 19(8): 908-912]
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F Y% (hand, foot and mouth disease, HFMD )
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413 it - Ll KRR (%) @) %g TR (%)ﬁ
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P{E 0.85 0.72 0.68 0.89
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2.5 MDA. SOD 5::AlLEgiEBI4E K 45 #7
HFMD £ L SOD ¥k 5 AST. LDH. CK.
CK-MB 2 7AHE (r 2514 -0.437, -0.364, —0.397
1 -0.519, P<0.05) ., MDA ¥ J¥ 5 LDH. CKMB
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