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Congenital hyperinsulinism: a difficult and complicated case study
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Abstract

the etiology, pathogenesis, clinical and pathological features, diagnosis and treatment of this disorder. The baby (male) ,

This paper reported a case of congenital hyperinsulinism and reviewed the relevant literatures regarding to

with gestational age of 36 weeks and birth weight 4 200 g, was delivered by caesarean section. It presented with
hypoglycemia immediately after birth (0.8 mmol/L). Through the course of the disease, the baby’s blood sugar manifested
with 1.2-2. 8 mmol/L although glucocorticoid was administered. 10% glucose solutions were intravenously infused at a
speed of 10-17 mg/ (kg * min) for this patient to retain a stable blood sugar level. The plasma insulin level was 24. 13 U/L
and blood sugar level was 1.5 mmol/L on day 30 of his life. The ratio of plasma insulin ( U/L) and plasma glucose

(mg/dL) was 0.89. These results suggest an inappropriate insulin secretion resulting in persistent hypoglycemia in this

baby and so it was definitely diagnosed with congenital hyperinsulinism.
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T, DA o B R . IR RS OOR, MAEAE 4.0 ~
4.2 mmol/ L}, #5552 19 0 W 32 30, LA AE 0. 6 ~
0.8 mmol/ L}, g5 2431 58 4 15= 1k, A 1 ) FH 26
%1 mg/(kg - min), 5 B AHMIAR 19 ATP Uk
F1R) B 3 (K ) SRS 40 W R 1 2 28 1)
(AP 2 o MK r ) 3 A8 A G e e, R
HpEE L B AN A AR S k-2 HEA B i,
AR ) 20 M P9 A ADP Bl R 10 S5 5% A8 B ATP,
T 5 ATP/ADP [ L%, S8 Ky 38 38 19 26 M
H1 B 2t e AR oA Ak, 2 T T b i e 1 4 G 3
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1.5 e kiE
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GARERE . TN LA B AN RES O AR I
P EIBEDCAR A7 3 mmol/ Lo [HI, il (Y g 1L 25
90 % 2K F TARER P B AW o 24 i A BEL T ki
BER AT IR AR AR G A% 2 AL BEAE RS IR AU S min, 24
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AR IR AR IR 1 o 2 S R T A 0 ) TR A
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1 mmol/L, 2 F AN H 5 @A 4 % 1) S A X ) 472 55
g 5 R IMLAE - a AR AR o 24 1 Jk 2 26 > 10 U/, 1
BEAE 0.6 ~0.8 mmol/L B MR ZE >5 U/L;b 13K
[ 2 (U/L) /1 %% 45 %6 % (mg/dL) HAE > 0. 3;
o TSI B 2R 1 mg (FRIKEILEE) 5 0.5 h, If
[ 5 2% >80 U/L; K LA B JCHRAE 5 (g ki 54 7
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RRABE. BILRSE LIRS 1 7,42 36 AL
BNEE e A AERE Apgar PEARIE R, H
AERHER 4 200g, A= 5 B A I 4 0. 8 mmol/L, LA
“ERJL, R A Be iR T, 483 i A0 i i Soxt
SE ST AL, BB LI — E4EF57FE 1.8 ~3 mmol/L,
BB 7 d Jetr i i pe g, HBEi2 W OFi A LG
I ; @A LB B i ;s OF KL, HEeia
— TR WM SR, B IK 80 ~90 mL,2 ~3 h —ik,
FEIE TN /D i A A B R B S R AR A I
Bio AEJE 15 d iFH BV R Bh, R R AEZY 1 min
LA Ja v AAT R . A I o 25 RIHIR KRB R
TE 2 R B B R g7, PRS2 2 B0 A0 R I 55 A A1
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A ANULIE AT B, DU RS L K RS AR, IR R
SYRIE . M 1.4 mmol/L, LB A A
fat, 7 e R A T IR o 0 v JC st A% s B S A% g
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10°/L,N 0.35,L.0.59,M 0. 06, PLT 434 x 10°/L; Ifi.
K* 5.0 mmol/L, Na* 137. 3 mmol/L, C1~ 100. 6
mmol/L, CO,CP 20. 8 mmol/L, AG 15. 9 mmol/L,
Ca’* 2.56 mmol/L,P 2.32 mmol/L; I REIE & ; C
FO A 1 (CRP) B 5 il i 46 32 i AR -1gG, IgM 5[]
P 5 LA S ACJEAAR TgM TG B4 ; TORCH 2R 5
I35 % B 5 15T 1 PR A B 5 FEIR R 2
REIE S s B A= JLAT il 7 (NBNA) 36 43 (1EH =37
53) o Sk MRI: i BT 2 FE K T1, K T2 5520728,
ki 28 2R Ge /0N, T LR 0 208 18, i i R4t P A IE
B ARG JE b A MU TR A AR AT Uk H B
KT K T2 {55, 4518 : D HIE, @) 23504 15 i
PSR, JETT B R A RAR JH L SOSUE A
FRRR RIS o JEES CT (PTG 5 ) # 2 e
RUFH . P Ri% A .46 , XYqh +, Z L5 G
WA . ABCIE W & BLUE LT, Bz
1590 ~120 mL Z: A7, B 2 /B —3k o AH WA &
B, BILAY AR R 22 I T 2. 2 mmol/L, L JE#
HH 2 mg/kg FR,2 R/ H, MBS FRLEMR T 2.2
mmol/L, N FH &AL AT 148 5 H 10 mg/kg, #Hi
12 h — ¥, {5 & JL 89 il B 45 2% 9% 3 F
1.2 ~2.8 mmol/LZ[a], 355 & bk i 13 10% 7 % 4
VSR, W R B 3 B 10 ~ 17 mg/kg, A REGEF LB
A E . ABEJEHE 5 RINAE Mg & = & /4 24. 13
U/L(2.21 ~14.44 U/L) , RS ARA B MAE R 1.5
mmol/ L, Il 3% g &% 2= (U/L)/ Ifil 2% 7 %5 #% ( mg/dL)
LB 0.89 ( >0.3) , 45 G i I & 2= I0LAF 1 b o
RJC A T B K 10 we/kg, #1ERE 12 h —
U, TS SR B 22 I T 2. 2 mmol/ L, 1717 328 7 384 in
%20 pg/kg, HHERE 8 h —k, BI7 1 A E Al
[ i3 24 16.76 U/L,C fik 888.89 pmol/L(223.4 ~
746.2 pmol/L) , AR kRS B4 1Lk 1. 6 mmol/L, I 3¢
JE 5y 2/ M A A LI 0.59( >0.3) B Z Y
WA TR HEBILE KA R E I 7R ke
M BE . BEIZWT: SE PR 5 L E .
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b B 25T 2 o SO SRR A B L It AR
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o JBR 5 2R IMURE PR 4 , B2 fB LR S U B2 R AR AR
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B FRELYE M EE S A  E LT R R S
5 2R MLAE | JBR I 240 B AR RS AT Beckwith ZR5 A ( LA
AT R T K BT R S e T £ 15 JR B 2R IAUAE A
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IR A2 W A A, 3 2 (U I A 2 2 1 5
AL, Hh T2 LG 37 28 L H B af B B G
A S A AR FIARAE , L R B4 e PR BRSO SR
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