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[PESES] R722 [ X##RiZAE] E

BIL, T, 1 h, IRUR Z KA A AR E I A
Beo BILOASE 2 B 1=, 42 37 W I XUk 4
OR”ATEVE A AL, U B L, BRI,
AR, A AT 2050 g, TCHGE R, FoK R
B FE, A LEsE 1, Apgar ¥4 1 min,
5 min. 10 min ¥4 10 43, APBifk# :T35.4°C,P
140 /4%y, R 48 /%r. & B 2050 g, 3k [
31 cm, B 46 em, MBI A, 2 LA, B
JRAR 5t , TG A At R W Ak = AR . R IKE 3 5K
HAE,292.0 x2.0 em, SRR 36 , A ) K
TP &, LR, e, A ARE. B
SFEGHETE 1.5 em, BT, MR K, 0 & R
VB LEK I3 TE o SCBEAR T R A5 0, B4R 1
PR, TR IR S o TG WE PR 2 SR TR S A
m# IE %, AR S 1 K& L& b
8.0 mmol/L, 5= 1k 7 ik i T ) 49 b, 2 B 4 1l
WSR2 Tt i, A ik 15,1 mmol/L, £ (R &R
1.85 mIU/L( &% 5@ 1.87 ~23.1 mIU/L) , C
B 0.066 ng/mL( %L 0.5 ~3.2 ng/mL) , Ifil
Tl A DR TR A4 34 SRy I 1 o TR B4R L ) R
PO A R IR W Bt A4 28 2y 931, R IR 2 fig
IR B IR R . BRI R WA, 2 W
ik JLBE PR 995 ( neonatal diabetes mellitus, NDM)
A2 )5 8 d JF IR 25 T IR & R YT, (AR 30 R
RS, ql2h, f K50 & B H 0.9 TU/kg, 1B
WEhF 2.6 ~18.3 mmol/L, 10 d J5# % f1 R
R Bz T {43, q6h,  [A] B I56 3R i AH 5% 35 I 0 4 o
e AR R 2 d J5 i S 90 A IR 5 MR 9T
Fia R H 0.2 mg/kg, 73 2 IR4G T, B Wi
JgRl a0 R RO W e A A A ik
1nd FEEMHEMR R, I ARE =245 H

[ Wi H 12011 —08 285 [ &[] 12011 - 09 - 25
[EHTA ) ERE, &, BULWTEE BB,

=

[XEHS] 1008 —8830(2012)01 — 0073 —03

0.8 mg/kg, 53 2 4T o BJLIMBESE G R 47, 1B
IR RT3 T 5.1 ~9. 1 mmol/L,%&)5 2 h IHHF
WshF 5.6 ~10.4 mmol/L, B¢ )5 4k 11 4% 51)
AWRIGIY (B H 0.8 mg/kg, 73 2 W& T ). FEVI
24, BILIMBEE S R AF,2 H B R 4. 8 kg,
FEHIANRIAYT JG SE R i A 2 SR W3 1,

#1 #=JLKCNJI1 EEF0INS £F CDS REEZENF
REHR
HH Bt iR & EHFAEL rs-1D
KCNJ11 ¢.601C > T(Het) R201C rs80356625
INS c. 23T > A(Hom) rs689
INS c. *22A > C(Hom) rs3842753

X)L KCNJ11 5245 437 5 (. 601C > T) % INS
FER AT A (. 23T > A c. #*22A > C) FFfEX I,
TEILH 2 FHACEE DNA A 750k, -6 8L
BEATIRAE . & PR LI S ACEE DNA R e 3R
KCNJ11 287N . 5878 | HARAKS H 2 X S H At A 5 2
A5, BRI L AR ACEEHE ¢ 23T > A il
c. %22A > C 4 f15E7% ,

FRAE NDM A ¢ KCNJ11 PR RGN 25 5, & 30 A8
JLFETE KCNJ1T B — A FRG R ¢.601C > T
EOLHEH Gt A 10 201 3 2 B PR th ok R 78
FeZER (R201C) (B 1) . 7EXT &)L KCNJ11 S
G RITTEIX I 2K & DNA th AT 56k, ¥R &
I R RAE , AR K iz KA AT R4, )
FEZGEAE R BILT HE BB 548 AR s A% BT 8. 7E
BILEHZ R DNA g H INS F R A~ g i (X
A FZEAs (. %22A>C c. 23T >A),

- 73 .
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i kA8 T A A RAL LR ¢

01C > T fIT7E W& o 1 ik

P18 : NDM J2—Filfi R0 DL A8 4Rk 2 B F e Bk
TR AT AR 1A A BT 6 J , R F4E
LA ( > 7 mmol/L) AR T 2 Jil o 7RG ™ %L
R AR 20 1/50 J7 ~ 1740 UL T AERFSE
K, KCNJ11 ,ABCC8 Z JLFpIEH 5 NDM f) %
ST SR

NDM J&—2H 55 Jo 1 A S B RLB A5 ol PR AR
PEAIR 1) e 25 VA AN R] , 7T 23 kg PRI RSB B AR
JLETBHEBE PR 9% (transient neonatal diabetes, TNDM )
R A JL K A8 B8 JR 97 ( permanent neonatal diabe-
tes, PNDM) . TNDM % }j NDM ffj 50% ~ 60% '
WA E R T IRZE, RIRFEREN, 80 kAR
PRI BRAE IR vh 2 , J9 5 2 R 6 0 R AR, AR
OYTE 1 NG AHE DL oA )L 3 I i A5 1
Hh AR RO A, K S i AR R R R T .
TNDM 5 UL )i 2 U 2 6924 536

PNDM i AH X 5 , B P R 7 38 42 Jr o e 491
BUN AR INAETE A AR IR Th 2, 15 R iy S iR
2K, PNDM & f5 Jo 28 kit &, TR 2
ZAERIRYY . BRI KBRS E PNDM f) 2 [A
KCNJ11(30% ) ,ABCC8 ( %] 19% ) \INS( £j 20% ) .
GCK(4% ) LA Jz PDX1( <1% )", KCNJ11 JE {3
TSGR 11pl5. 1 DK, G fidh ™= Az Jl 5% 28 43 0
FHC KATP 38 18 1Y A [ & 3 7 R Kin6. 2 25
KATP Ji 38 Hy 2 0B A 4 B, BV PAY Jr) 288 3 ST 5347
Kir 6. 2 W1 5107 ( 25 5 4% [N KCNJLL ) il Jig 52 44
SURT ( % i3 5: X ABCC8) A 2 H A B, A2 T
] 4 NN Kin6. 2 2 i KATP 5@ 8 19 oo L,
FLLEHAN 4 AR SURL Ry 45 I 8af7, ATP Al
ADP Jfy KATP il 1) £ 2 14550 7, i RS T 4
T T T, B 290 M AR A v, s AR 2 5 3 8 G A
PR J5 mOBE TR, BN A AR AR R ATP,
ATP/ADP 1 Lol ek 22, SC A KATP 5 i, 240 fitd o9 #
BT AN A, H AR AL T

BITIT, 45 8 1 0, i & 06 % % i ek B
KCNJ11 f1 ABCC8 A [t 58745 S 8 KATP 3 38 52 4]
BT, B-4H M AS A K AR Al TR 2 A BE R .
Kir6. 2 F1 SURT ZH i KATP i 8 75 AR Nz %
Ko BRIEE B 40 AL 51, KATP 38 78 il 21 24 .0 L
HREWUR A A . PRzl A 2848 I R B ANY
FEIL AW PRI T L[] B R A JH Al 4 s DR R F A
fiE. 20% NDM & JLA] &5 & BB % WIS R,
FR>l DEND Z:44F'° . J£H KCNJ11 fil ABCC8 &
JE A A5 AT LIS HE DEND ZE 4™ BRI 24
YT LA EHAE R F SURD G M) KATP @il . WF5Y
5% F KCNJ11 F1 ABCCS 3 [ 5248 fir 8k 1)) NDM
AL IR IR 2 AR & R TR YT B R
Bi= gl A1 1 a0 e LI O = W UL B 7 N S
T ELX A M RGO IR T B 2 R G
FEdR . JE KCNJ11 F1 ABCCS 2845 5| 2 ) NDM
TEMNBINARBIT 2R KR, BH 0.4 ~
1.0 mg/kg ™', INS FEH 5245 J& 4k KCNJ11 FE A 58
R ZJE B R 5 PNDM i i 5 229K A, INS
FER 245 R PNDM LA E RS &, 5 N A KR
GERR R, 220U UM DR o I [ e R [A]
KCNJ11 Fil ABCC8 2875 &% — it 3 H i R, i
INS 5875 6 ~ 12 H k™ o H AT G 80697
Turkkahraman 2" 4538 (o FIRS IR S 253697 1 191
GCK AR 222 5[ ¥y PNDM 8 LA &, X T HiAh
FEHRA G PNDM, H [ B 5 2 52— 1
IR

ZEJLIFIG B AT ZRI6 97 10 d, IR 22
i A SIANRIR B PEVRTT | S ] R A7, BRI 45
BR B ILFEFE KCNJIL B — A HE R G R
. 601C > T, 3% 3 K g 15 7= A= (1) 201 o S FL R
HORE 2 IR A2 o oF Bk 2= R (R201C) , 78 Xf /& )L
KCNJ11JE PR G AR 3 T 7E X I K 2 DNA ik f T
Bk, BIR K IZAL R 5AE , HRKS 132 XA A
FRAS, W2l KCNJ11 JE R 485 i) NDM, 3]
FEIRGEAL R BT B A8 AR BT T . 2
FRXT T NDM, A 54138 o 20 A 7 4 5 748 5 PR AGr
JiH & KCNJ11 ,ABCCS \INS L[, DLt — 2012
Wro 75— T, 7E SIS 2 A, RS 2 1 ~2
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