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REAESE . AN Rl BRA R, 562
A 2 7=, A=A, AR 3650 g, B
FLMEFE, 8 MHIFmEAE. 3 MKk, 64
AaAs, 11 AASP0E. BILCEE MR BEA5 1T,
GHAH 10 % | f@BFE . S TR L

SRR AT . I AL HGBOL o/L, AXIEH . #§.
PRAFBLA UL S % Pt CRPIE# . A BE I I
Wi R, PR TIREIE R, WLRRWLEE 990 U/L
(Z7%{H 26~140 U/L) , WLERWLEEE DI 6.49 pe/L.
(ZHE 0~5 g/l ) , FLERMLARG 326 U/L (=%
{H 100~240 U/L) o BRHEWH AL, A=Ak ok L 5
H o AT PCR 2% AR =21k 5 A 4 16
A (CA16) BAYE, MmiEdeeE 71 & (EVT1) Bk,
i s 220 FH A% % (enterovirus universal nucleic
acid, EV-U) BHPE. B4 G e o ek 0P 38 J [
PUARKIN DL M i idm v (AL BRL) | BRReE. 0P
WGE A EE . IR EE (1. 2, 35) SFIH:,
2 CHETRE
2010 4E EZE DAHR (2 2746 ) 458
e FREDLE. LHBYILERITET (B
Z) MBI ERAET . B 1O BREE, i
PRIZW T2 U, RIS SR A AR I 3 mT i 2
FBM g R G2 BEMEIE N EA Y, AREIL
R LA HEIL, BB, &R
s S A A AR R I R R, TR FR 2 T L
3o FBILRRRRIEE 4 TR TE RN E, U
s . OV ML RGER, N E TR
CUpR EAE B S O . FORE T T2 i EVT1 &g
g, 32 LUFEYILZ I, miEERRE, ER
i 1~5 d IR S . AR . BRERE A . Atk i
PEIRBERFAE, IR I R B XIS, B/ D HET,
FENGHR B BB A I 1RE , AN 5 Ml K b B 406 27 s 1
)Y NEZ /S T =S s

A% LR T PCR 2% 2 A 1 7 by 347 3
J 3 5 B R, MR EV71, 35 I 18 9 7 ek
o | S A P M A 0 R R L, — RN ™
MG RGAER B R 2E oA, FE LS
MRI A UL T4 5%, R RIEA AR5, #l
WREEGR . AMUEES G e W P, IR L g R
SiitE W, PR, PEIR RGN E AR, g

FAEPIR BRI T RCR AN AR, JF R 3 132 2 81
B ALK AN M, LU EERE T F e B
XA A RE W2 TR TE 1 35t AL
LALLM AR, PRI GYIF &  ,
PEAT RO 22 B E A, SR i LSk A
4. BINsE R EENR; UM MRI 8 7R U A
TR AMU R RS T, RN TR A, $2
NN R R GE 1 (glutaric aciduria type 1, OMIM
231670) ®7,
3 #H—TRE
UM 35 53 3R Tk PR HLIR 23 B B s IR
TR B S (281.1 mmol/mol WLEF, 2%l 0~
4.0 mmol/mol AL BF ) , 3- & & % — W &
( 17.1 mmol/mol JLETF, Z#%{H 0 mmol/mol JLET ) ,
PFEE R PRAE 1 AY ., EBORH AR IR J5T 35 25 it 75 7t
BT AT s I B A BBIE % (0.27 pmol/L, &
F{H 0~0.5 pmol/L ) , VB PABHFEAL (6.1 pmol/L,
Z75(H 20~60 umol/L ) , F7E™ EA4R AN Ak =
SiE 1, BAHIE— 2012 ik R I A A
S ( glutaryl-CoA dehydrogenase, GCDH ) & [A] 5
Ao, (AR JLE ARSI P, RREXT L
PEATEhASRADT, Wi, PRACHR
4 K&
S G BILIMIRE L . AR i SR
Moy, LW CICRRIRAE 18, TR HR
AR, LK AR o ST REIE N
e, EERIROAR R T RE, BHA
MR ZERJETT 200 merkg, #F5E IR 2 100 mg/ke,
B 1 mg/kg, MR AR, 1A ERD,
BIL—BORO W GE, fhifs ], w2 IR,
ToMEn%, SR THIFE S, DB | 4,
AWK IR 4, BB, BEWTHE 04, A<
VLI, BEORAER, Ak, XTI 2, A
PRA HLERTE, 1% 2 304.9 mmol/mol JJLEF, 3- ¥
I R 4.2 mmol/mol WILEF. ISk R B =5 2
2.59 umol/L, ¥i# & BTt & 55.94 pmol/L, #E—
WUl T RRIRAE 1 RIS W
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Limb torsion and developmental regression for one month after hand, foot and
mouth disease in an infant

FENG Li-Fang, CHEN Xiao-Hong, LI Dong-Xiao, DING Yuan, JIN Ying, SONG Jin-Qing, YANG Yan-Ling. Department
of Endocrinology and Metabolism, Wuhan Medical and Healthcare Center for Women and Children, Wuhan 4300135,
China (Chen X-H, Email: cxhdaifu@163.com)

Abstract: A one-year-old girl visited the hospital due to limb torsion and developmental regression for one
month after hand, foot and mouth disease. At the age of 11 months, she visited a local hospital due to fever for 5 days
and skin rash with frequent convulsions for 2 days and was diagnosed with severe hand, foot and mouth disease, viral
encephalitis, and status epilepticus. Brain MRI revealed symmetric abnormal signals in the bilateral basal ganglia,
bilateral thalamus, cerebral peduncle, bilateral cortex, and hippocampus. She was given immunoglobulin, antiviral drugs,
and anticonvulsant drugs for 2 weeks, and the effect was poor. Blood and urine screening for inherited metabolic diseases
were performed to clarify the etiology. The analysis of urine organic acids showed significant increases in glutaric acid
and 3-hydroxyglutaric acid, which suggested glutaric aciduria type 1, but her blood glutarylcarnitine was normal, and
free carnitine significantly decreased. After the treatment with low-lysine diets, L-carnitine, and baclofen for 1 month,
the patient showed a significant improvement in symptoms. Hand, foot and mouth disease is a common viral infectious
disease in children, and children with underlying diseases such as inherited metabolic diseases and immunodeficiency
may experience serious complications. For children with hand, foot and mouth disease and unexplained encephalopathy,
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inherited metabolic diseases should be considered.

[Chin J Contemp Pediatr, 2016, 18(5): 426-430]

Key words: Glutaric aciduria type 1; Glutarylcarnitine; Hand, foot and mouth disease; Acute encephalopathy;

Developmental regression; Child
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