— 1404 — FRERAFFIR 2026 £ 51 5% 10 2 (Journal of Chongqing Medical University 2026.Vol.51 No.10 )

P 3 v PR S AR R —— T A PE PO IR AR PEIRHE  DOI:10.13406/].cnki.cyxh.004021

101 4 B TR B SR S B0 D AR RS 9 1) e N BB DR i
B 2 RO bR v 1) 5 451) i i

T, s FL,E M EHLE
(1. B 2Rl e A a A B 22 e /A m B AT g N 2 B/ 5% DA (R 2 B3 2 N 4300 B 26 28 /v D 5 22 B 2 e A DR o
MR, st 10073052 E RIS = O R EBEN 4 E, Jbat 100017)

[ B89 BT 1] 2 W 0 B0E 2 A R 09 L RS R (glucokinase—maturity—onset diabetes of the young, GCK-
MODY) 5 2 B B (type 2 diabetes mellitus, T2DM) A7 B35 A G IR 5 4> T8t B 20 AE . F73% 204 1 09 T~ AL Bt BN B2 B
ZHIMODY B # MH KRGO, PR e H MR E RGBT 25N Iy . G55 BRI 20 R  TEIX K R 54
ZRLN G A 4K gk B BURAE S o SR TE LT LA F, R IR Sz shz il ) AR PR 1 R
P8 (homeostasis model assessment—insulin resistance index, HOMA-IR ) i 25 A HLBVRIE | S & 1612 8 GCK-MODY & 7
T2DM. £5i2:GCK-MODY £ I T2DM [l PRAFAE R 7E gk 5E PR 48 S JIr 35000 2 13 22 v IR At L, 25 AN [R) R BE 1 Ji ) R A1
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Maturity—onset diabetes of the young comorbid with type 2 diabetes mellitus
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[ Abstract] Objective: To investigate the clinical and molecular genetic characteristics of a patient comorbid with glucokinase—
maturity—onset diabetes of the young(GCK-MODY ) and type 2 diabetes mellitus(T2DM ). Methods : Clinical and family data were col-
lected from a patient who was diagnosed with MODY in Peking Union Medical College Hospital , and whole—exome sequencing was per-
formed for the proband and related family members. Results : Genetic testing showed that among the five members undergoing the test,

four were found to have a pathogenic mutation in the gck gene. On the basis of the genetic background, the proband presented with

atypical features such as poor glycemic control with lifestyle inter-
EENLE: & % F,Email : baihy0101@163.com,

R T7 € A R AR
EIE1EE : H #74¢ , Email : xiaoxh2014@vip.163.com.,
ESTH:-BEAAHZEAL KA (%2.82570971); F @ EH  bid with T2DM. Conclusion : GCK-MODY comorbid with T2DM is

vention and an increase in Homeostasis Model Assessment of Insu-

lin Resistance and was finally diagnosed with GCK-MODY comor-

Bl 1% 9% & 2AT T B B (455 : CXZH2024059) ; AL H  characterized by varying degrees of insulin resistance and metabolic
A BE P R kR B B NE AT £ R E I H SR A syndrome on the basis of mild fasting hyperglycemia caused by gck
(%5 :2025-PUMCH-C~021) ; th-Fo A7 33 # 4% it %
CE 380 A (%5 :UBJO6088) ; b 7 thfr B 5 [ F
B AR AA AT L 4% £ S8R B (%5 13332024127,
3332025117); ¥ s Sk sk AABFAL 5 % KB A (45, goene mutation ; type 2 diabetes mellitus
2023-PT320-10).
55 4 AR « hitps://link.cnkinet/urlid/50.1046.R 20251225.1658.012
(2025-12-29)

gene mutations.
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T /DA R K 1Y B BB K 9 (maturity—onset
diabetes of the young, MODY ) J&— i B 77 & i it 1%
S JOT P 18 B PRI DR , HC AR RS TE I 295 1
10 000, /£ JL#E T 24574 1/23 000", MODY 3 # 7 25
2 Z AR , S g A AR, R B AN )
RERE A5 5P, AR 48 7 2 A 2K 18 /K 352 1% (online
Mendelian inheritance in man, OMIM ) £ 3% J% 43 #Y |
MODY Z /43y 14 F SE RIPY H ey ) 4 0 U
(glucokinase , GCK) 4 P J2 fie B 9% & B 5 MODY A
O I M 9 B0 MODY B Oy GCK-MODY .
A SCHIE 10 B gek BE 2% 5 S e 1121T>A
(p.Val374Glu) F ) GCK-MODY H % , 15 5 5Ui%
PEVFZ AT BEEONR” , &R 1 AT R R PR IE .
(7 i 32 A8 5 2 R 11l ) 25 8 T 306 (oral glucose
tolerance test, OGTT )2 h I B¥ 45 25 B 1l 0% T+ /55 s B
>3.5 mmol/L, il GCK-MODY £ # % OGTT 2 h Ifil
W A s T T AR T v R 2 <3.0~3.5 mmol/LY, H AR
B RLVF Ak 19 T 5 R 4K BT 45 ZL(homeostasis model
assessment—insulin resistance index, HOMA-IR) &
3.45, 55 GCK-MODY HLAUIIG PREFIEAFF o e, 25
B RF R R B SRR, B TEIZ O GCK-
MODY 4 Jf 2 A b JR % (type 2 diabetes mellitus,
T2DM) o A il 41 38 A By T 97 g Fe R R GCK-
MODY PS50 A2 53 , F $12 W PR B2 A= 5 7 MODY
5 T2DM A7 [ AT fETE o

1 mEIER
B L, 45 % N s JRIE T 20 4F 8 I I 2

AE3IANH T 20244 8 H 20 B BIAL 50U FIE B2 N 430 8H ]
LS. A 20 AR 2 02 IR BE T (6.3 mmol/L) ,

Y ==

S ki

[] Ewm

TINZIR OB RFE AR SRR 2 F R ROR Y
BRORT 0T B R o A AR 5 95 54 (body mass index,
BMI) 4 22.2 kg/m?, OGTT 2 h IfiL4f# 10.0 mmol/L, 2 Wi by “ 23 i
MWE 2450 BT 557 S I SE 50 A IR 25 R LR 1.
S PR A2 v RN ), 17 24 b s B o e el PR e 2 2%
P ) M (32 2) , B4k I 2T 25 A (glycated hemoglobin Alc,
HbA L) JK - il 4 6.5% 2247, A4 I 6.4 11 0 R A5 1K 1
R . 34 H mIF 4 Hh 04 S I 2 AN A B e 5
ZHARRARE 2 B E T 12.0 mmol/L. AMBEsti2 , W
Wbl T 28 Ja B g OB s A A o RIS Wi 1 SR H i e
I 287 R L g % A R 30 mg, 4 H 3K, 102 I i g
6.0 mmol/L, )5 2 h MLFHIE 3h ¢ 11.0~15.0 mmol/L. A£FTK
BHGE B H . R LAE RS 5 44, RIGIT . Tm i e
DR EHAIB R L . R B REE 2 55 2
ASF FIR ARSI A s R s, A5 AR AT W
IMABITEREIRIG 2 (BT i) SRR (T R 1) . &
BHRFEDLE N, B B EER s IR 26 SR I R R A I 3R 3.
BAEEFEC -6) W (11 -7) 348 g & 22 Fpin T (LK
AV, 3 (11 -9) K 8 5 (1 -11) ¥ F BN E AR 2
JE s UM, R T RRERIRYT o RS (I -2) (A ( 1T -4) 5%
KR (40 % LS ), 95 I BMI i 25 , LA I8 55 00 K2 3R
IE N

R1 RIEBFNIBERELR

i H Mg s f (2004 4F 11 H)  S%5EH
OGTT(0 h, mmol/L) 6.3 3.9~6.1
OGTT(1 h,mmol/L) 12.0 <11.1
OGTT(2 h, mmol/L) 10.0 <7.8
JHEE R (2516, wIU/mL) <2.6 3.0~25.0
CHE(52 12, ng/mL) 0.400 0.800~4.200
C k(30 min,ng/mlL.) 0.001 -
C JIK(60 min,ng/mL.) 1.600 -
C k(120 min, ng/mL) 1.400 -
CAK(180 min, ng/mL.) 0.001 -

10 11

O Ewatt

B ooy @ it
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TRFS KA « 1ML JE 130/90 mmHg (A2 4037 ) , ki 74 Y /min,
5152 em, & JFi 4t 63 kg, BMI Jy 27.3 kg/m®, JC B IEEZAE, 0>
il LS A R oA L B 8 S, L) 2 Bl A B % R

W BIRGAY BB DTS 1) 2 B AR AR AR S L R 4.
PRI IR AR T R AR S LR LS 7E IR
B, HURBRIDAEIE &, R BRER A (A | HOR R A 42 Ak
YIRS RAYE . PR FL : AN O MR 4N R ) 15.0 4/
pL (2536 Bl : <15.0 M/pl) |, JR L EE21.030 (2 % 0 [
1.005~1.030) , # %5 4#>55.0 mmol/L(ZH 5[l : FAE) o B
YA A SBUIAR JBES R A Bk SRR B S hiik R
I AR IR I 1 SRR

FEARIBUR A A G 0% B AN R R w4 SR AR R

(M-3) BeBf55 (M-6) g (1-7) Fetk (M-5) Frgik (1
-8)AMNE 4% 2 mL, EBGE R 4] DNA J5 2 EIFEIILE R 22K
By 9206 WEAT A A AR Y, 255 B 2 A
GRCh38/hg38. JE[K /3 B kil 2 £ 3 R:5 BRI e ik i) 7
S {0 K 44145629 i 5 (NM_000162.5) By A i e. 1121 1
FEAET>AZE S R EUR 374 7 & L 2 b 40 2 IR A8 Ol 7% IR
(p.Val374Glu) , %48 5 1 38 % Jy 20k o e (o 44 8 1 A% o
gk BEPRRINZE AL LI 2. MG 6 [ B2 2 it A 2 15 BE R 2 2
23 F1 2 [# 43 F 9% BHL 2% 10 25 (the American College of Medical
Genetics and Genomics and the Association for Molecular
Pathology , ACMG/AMP ) 545 H AR A U0 8 S B M #4743
KO, % AR 54 4 25 O T BE BUM : PMS5_Supporting+PP3+

R2 BERRMLUEMRAL

I} 8]

K 52

2024 4F 5 H i
S5, 1R
202445 1 %281 13 H
BT P 50 mg, B H 31K
20244E8 H1I3HESH19H

S R % 2R R GBEA00) 10 U, B2 A, B H 3 UG T B ER AN JBR B 20 SR (P80 10 U, B2 R i

A & 22T SR GO 10 U, BT ST, B B 3300 TR TR SRR (RO 10 U, B , S:I6E 19¢5

HAB IR SR (KB 10 U, B R, B 10 BRI 50 mg, B H 3 %K 4% 0B 30 mg, 4 H 31K

®3 BERMERRBEREIGKFHE

HEBEHEXLR 53] WA (%) EIFIN BMI(kg/m?) 25 W A (mmol/1)
B (I-3) 7 25 222 7.0
BEE(T-6) L 50 23.1 7.0
WIS (1 -7) L 52 19.4 -
FR(M-5) % 31 20.0 6.8

=, GERMBG ; BHS ( T -9) B35 (T -11) (M -6) FAA (M -7) A5 -2) Sl (1 -4) a4 LI 2R A 45 5 s BMI, < 18.5 kg/m® g
T8, 18.5~24.9 kg/m> g IEH,25.0~29.9 ke/m* BT , >30.0 ke/m? R NEJE 5 25 I 04225 15 Bl 3.9~6.1 mmol/L

F4 REERRMSEBRENIER

T H 202448 7 20 H 2024497 29 H 2025417 13 H 20254E7H7H
25 W 1A (mmol/L) - 7.2 7.0 7.1
I (4 /5 2 h, mmol/L) 8.9 - 10.6 10.8
CHK(Z 8 ,ng/mL) 1.800 - 2.180 1.420
CHK(#&J5 2 h,ng/mL) 2.990 - 6.120 4.880
JE i % (%51, pIU/mL) - - 11.1 5.3
JiE 5 & (&5 2 h, WIU/mL) - - - 28.5
b (%) 6.5 6.3 6.8 6.3
B AR (%) 17.3 16.3 16.1 16.4
it =B (mmol/L) 1.06 0.80 111 0.94
SB[ (mmol/L) 5.97 4.10 5.20 4.76
% B2 1 2K 1 ME ] B (mmol/1L) 3.87 2.30 3.29 2.97
o0 2 R U 4 P P (mmol /1) 1.48 1.43 1.52 1.57
ML T (/L) 47.0 - 47.0 45.0

-, PORHE G 5 25 IR MUK, 3.9~6.1 mmol/L; MUK (455 2 h) , <7.8 mmol/L; CJIK (%57 ), 0.800~4.200 ng/mL; [ 2 (%5 ), 3.0~25.0 wIU/mL; #ik
MELLE (%) ,4.5~6.3; WL I 11 (%), 10.8~17.1; Hh =15 , <1.70 mmol/L; S I [, 2.85~5.70 mmol/L; {5 % B i 2 11 I [#/ , <3.40 mmol/L;

R N AR EI B, 0.93~1.81 mmol/L; ML A&, 35.0~52.0 /L.
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PP4_Moderate+PM2_Supporting+PP2+PP1 ., lifi K75 5 5 & 71
B4 % (Clinical Variations and Phenotype Database , ClinVar)
(https://www.ncbi.nlm.nih. gov/clinvar/ ) 1% 25 5 43 4% 9 7] fig
o Pl T RA T . ANRTER A D 2E 7 s e 5
Il PR 45 5 048 % (an Integrated Genetic and Clinical Database
for Coding Variants in the Human Genome, VarCards) (http://
www. genemed.tech/varcards/) .78 % A8 S F 55 7 5 YL fo fk
LR TR OB S BORTETE T R 0.96 , HLIZAE B K AR AR
AT % <0.01%,  AlphaMissense 55 X 7% S5 B0 1 1700 T
H (https://alphamissense.hegelab. org/) % &R 2% AL S AF1E T
A%’é%léﬂf&%ﬁ@ e, SO HEIT 4 0.993, TN S AR AT g
BUR AR BT O R A 0 L T 52 1 22 53 (sorting
intolerant from tolerant, SIFT) (https:/sift.bii.a—star.edu.sg/) 5

AR T H (MutationTaster) (https://www.mutationtaster.org/) |

254 A E P J) (consensus deleteriousness score, condel )
(http://bg.upf.edu/condel/home ) F1 5% WL A1 i 720 A8 T 48 i
>) %% (rare exome variant ensemble learner, Revel ) (https://sites.
google.com/site/revelgenomics/about) ¥ Wil A 45 FEAF . 1%
AR S NTEBOE o T N DR A 500 I R IV AT 9 e 21
T 41 9 F¢ 3t % (NHLBI GO Exome Sequencing Project,
ESP6500) , 7 . F 2H % & % J% (exome aggregation consor-
tium, ExAC) | 3 B 40 %% & 048 /7 (genome aggregation data-
base, GnomAD) 5 [H 41 & & H0¥ JE - 7R W A #F (genome
aggregation database—East Asian, GnomAD-EAS) H1 ¥ KK 3R
o BFEH OB -9) %5858 (1 -11)H4E 4852 5
PRSI
SR 2B DURGI 2 BR ek FEE DRIAG: T 1) 7T A ) 5075 A8

W2 Wi GCK-MODY ., {HiZ B # 774 5 GCK-MODY

FEAA TR

AR gck chr7:44145629 c.1121T>A p.Val374Glu
TOCOCAGCGCaCAGTAOACIBCGaCTCTCACAGOCOCCOG CC
Gt HAELR
(m-3)
T O EGESAETCE £ CATAGTAETEO ET ETEOCAOGOGTEOTTaannT:
TOCOGOCAGCGCAOGCOGTAG ACBBCO CTCTCOCAGGCGOCBGOC
S HE RS
(1-6)
2 OC 0D AGCCOEOCOLEOTACGCACEYEOE T CTEOEREAGOCOSE EOROO S
TE T CATEA COCOaTAL ATEEC O ETETTCE CAGCATRER DS
it BAES
(I-7)
T ftaeacRhacacaecoT oA TE G ET CYEaCAGcaEacCcaE
TG CGCAGCGCGCGT AGACEBCOCTCTCGCAGGCGCGOGOC
Ik RABR
(m-5)
TG CGCAGCGBGCOGCOT AGACTCGCT CTCGCAGGBGCGCGEG GEC
TOCEaGCABCECAEGCOT A0 ACEBCOCT CTCAaCAGGCEOCOOC
R A 7
(1-8)

T €0 CAGCCO EBLCOITACTACAEOGCETYT CTCAaCATGCOCOOTCT

s 3R A A LN 5 IR B A B R 745 e £ A 44145629 13 45 (NM_000162.5) AP i F c. 1121, B rh K BB S 73R

A BRIEENS 5 G, SIS0 5 C, HOMENE 5 T, Bl Ji 1 e

2 FIEERF gckBEERMER
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AR AE A5 1 26 B0, A0 35 - % 2R Al Ak £ i gl 4 R R
FE, 75 B 25 b ) b B S B AR TR B, S
GCK-MODY &% OGTT 2 h it 5 25 I il i 22 (438 7 <3.0~
3.5 mmol/L AN £, H H 3% BMI 4% 1& (27.3 kg/m?) , HOMA-IR
345, RN AETE IR B F BT . A H B2 W GCK-
MODY & T2DM. Vg B &5 FH IR 5 2, IR 3 B O 52 S 1B
¥ 50 ¥ 10 mg, B H 1K $hR — F XUIN0.25 ¢, &F H 2 W,
202547 7 H BE A 25 BE 05 7.1 mmol/L, 485 2 h ik
10.8 mmol/L,HbAlc 6.3%,

2 it i

A CHIE T 14 GCK-MODY & Jf: T2DM 4 4
H o AW FEEA GCK-MODY Hy 8 /& 5 a2
LB AY T2DM A AR AE , 2R 2 B BRAIL i n]
REILAE . SEUEE BRI T (25 %), iy il {47
HAE(BMI A 22.2 kg/m?) , 32 81 A Jo e BRPE 58 5 e 1,
Wi HBA 0 505 L, 756 GCK-MODY MLAVEEIE
{HL 5 UE 5 R) B A7 78 A HE XU Y46 W5 DR w5 ol
2024 4 B 4% B 5k 2 1) BMI 2 27.3 ke/m?, 540 3 4o
TR A2 B ¥ OB RCR R AE, HE TS IR e
i, OGTT 2 h MU WEH 2 B I T =5 i 2 3.5 mmol/L,
T8 HOMA-IR 3.45, /R A e 5 Kbt . X,
BEWL Wy GCK-MODY 4 71 T2DM .

MODY ¥ 1lfi R 12 Wi 4 R 46 7. & (Gl # <25
%) CH YRR I P A SR S SR M AR PR R
fiE", GCK-MODY i i # R MM Fae iy =
18 & Il B (5.4~8.3 mmol/L) , HbAlc 7K °F 5.8%~
7.6% , VA Y e S 5 98, 8 1 I & E KU IR
AR SR R A A e A A AR R rp A R
T IR P 5 R v ol E HL LA R R R A A
GCK-MODY SLRUREAE , J PRSI 2F — 20 7F Sk 3
K AR R RIS R IRh R gck A . 1121T>A
(p.Val374Glw) A+ &8 5 o XA AL T4 94+,
H 2 2450405 PR BP0 AR A — B0 k] BB B0
PEAR S 3 GCK-MODY B2 W7

gek & R (MIM 138079) i F 7 5 Y& {0 & |
(Tp13), I 25 Atk 1% 5 2 AR D 0 28 0 R v 1 G
R, T AR R TR L % 3R 4 LA B R
G R EEEAE Y, FEIE S B AR b A
S A A 2 A A A v A 24 A A R,
FR AR S A DAL gek R T E R BE 3

PR AR 53 AL SCAR S TJC B8 78l 2k A By
A S, HEOR ML 35 S WS TS 0 R
G5 RA R M AR DA B 5 5 W R Y R A
5 FH B 3 5 A O, DT 5 S5OT I T 5 BRI i A7 Dk
D WSS, AT B R gk SEH AR S
5 22 Folr AL PRI DR A G, 098 A A 1 7 A LR PR
J# .GCK-MODY , i 5 56 F P 5 JiR & 22 0000 A
H AT, B 8 T 700 F gek B2 AR 5 /0 A 7E 104>
AN FIX 8K, i A R B S 0728 S < I A
255 A G O R BRI Y 24 B 8 R 5 GCK-MODY #
S A AR T B A R i A R R
SRR 1 25 43 ) AU R HH BRAE 6.5~7.5 mmol/LL
(I RN B IE S A TR T 1.0~2.5 mmol/L™,

A5 1) 1 4 R M 72 T GCK-MODY 5 T2DM 11y
FCAF o M S 2 A v I R AR Sl K B
SR RE B IMASER gok LS SRR T
HL B 290 A 2 R SRR T RE VR N s I IR 2R T
e TS 5. FELIERE b, BB 8 IR R i (Gt e
iF BMI 27.3 kg/m?) 5 & T W1 B 19 JBE 5 2 K 9L
(HOMA-IR 3.45) . JE& RACHT W E 10 TS B
200 60 AR AT T A AR A7 T 2 A It 0 g B0
() B 240 Bl LA X I Bk R, e 2 B I R 3 WA A
XA R, FIAAE S5 i 2 i 75 (OGTT 2 ho i b
BT ) AL MR I B i — 2 AE . P, R
1425 18 50 WS ™ 5 T 1 48 I o IR ok A
16l 5 3 GCK-MODY 5 T2DM 2 Fftip5 BRHL 1 5 7] /5
R IG R B . BE AR IE v, 25 R B A7 7E GCK-
MODY [1#)52 5 25 [ 15 S RRAE , 2835 DRI %2 B0 gek
LN AR S, 0] L2 W GCK-MODY!"' {H ¢ [ isf
B S R, AR A A iR e R I
iE SR ZE A IR R B, 387 FTRE B JF T2DM, 1 5
M A A 2 . A B R A I BMI IE
T 4 AEHT PR R, 3k FAE AR I, A
PRI | I >130/85 mmHg, AR H¢ [ 2 B R
9a BT 36 F8 B (2020 4F JO ), 25 182 R AR AR AR
LEAE . GCK-MODY & 3 T2DM B K 7E gek KA
A S RO A B s I v R A L S AN [ R
14 [ 5 ZEHRHT A RIB 2R A A

WE A 1% 728 S ANTE [ A1 2 491 TG i 25 56 2 1 APk rp
K, Ho2 ) B Ry b . b1 ik A
VEHEF, J& 1 61 5 2 53 3, R B J0 A R iR
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BMI 7 14.83 kg/m*, %5 I LK% 4 6.5 mmol/L, HbA lc
N 6.2%, 5 F S HUIR A, R4 2 WG T
75— 1) 8 5 KR B ClinGen Bf 35 PRUBE FR G % 270N
H R AR % R A R D S I I 5.5~
8.0 mmol/L, HbAlc 5.6%~7.6%, ELIFE 5 [ B4 1A
P 2 B F 3 AR I W D0 6 A G STk B B 12
HRES R WL PRI R . AR S UER 5 I 2 491 B A I R
FRAE & AR, O 22 57 Tl 7 ik
B v INLWE R R 5 AR X — AR, X
2SRRI R AT T2DM I i2 Wi . Je R
B ZR e A B, 2 T2DM A9 8 9K B0 R 2 .
5P E 53 3 00 s R R[], AR S E 4 stig i A7
TERE T (BMI R 27.3 kg/m?) , 3X AT BB 4% 8
PR JEE 5 Z AP (HOMA-IR 3.45) Ay 8 B 5 A . [
B, AR S R T BB AR TaX R 25 5 . ASEUEH N
BAE L , 76 K 38 BUAF 1 GCK-MODY 3 4% 75 i 4
FEhl 1 R RARATE I RIRHT I 2 A 5T o i i
[ 2 ot B AR R . L, R — gek AR S 7E
AN TAI A R v 52 0 DA B 8D 37, GCK-MODY ” £
“GCK-MODY 4 I T2DM” B3R it . A 55 1) 5 Bk
P81 () % L 48 7 | 76 JRAT 18 AL 15 e Sk ek B S
FARI R 7 CUnAE Jo 35 5 10 Ji 5 A B ) o7 LA 3K
BEMIKRAN) B EET, XFMHES LR T AL
HEF LW (10 A B 2 i R 16 A W] —
FE AR A AN R AR 3 B 1 AT R O R 2 i S R
H A2 A 2RI R

TEIRYT 5 i, AR IR GCK-MODY 8 & &
VG TR RS 2 T30, — AT Z L WIA
7 o 1 RR AR 2 R 5 206 07 13l AN BE B 1R
IR 1 HbA Te K220 AR il a] DL 2 IR
I E 7K SR 5 Lk F st SR AT DA I 4 52 A
Bl P A I T2DM, ¥R 97 SR s 75 e i — % . Je ik 45
FHIE 25, 25 M B 4E 47 T GCK-MODY Tt 1 119
FELR K (29 7.0 mmol/L) o &F X H I 35 A9 & J5 = 1.
B 56 ol B i 5 BN, B 7R A R
FHCYU A S 5 | R AR . % AR TR o
Y BINHARTT UOR M R . R BRI E )R
W% A 58 A ik b, T5 HEAT AR 45 ] [ B it — 25
B

gck FEH ¢. 1121T>A (p.Val374Glu) 24 & 28 5+ &
R E B iREE , 5 T E N GCK-MODY

B AL S0 o AR B B I PR A 78 78 AR T, B
SEPIRG I G122 T MODY , 7 8 4% 2 U A B il Jle &5
FARDU 5 MU IA 0 T ey S AR SRR AR, N7 g
55 I T2DM BH A SRR bR A AT BEPE, ik
T2 TR —2 W S BRI I2 ST AL

R DR B E H 8 fRT B U0 2K O TIDM 5
T2DM, i iR 12 s W 32 AR SR . &2k
Tt AT EAT 73512 W AR o3 B AT LA Bl s R L S
B RE HEG T, W I ok B 42 ) A AN A
AR ZR TSR Y A KU, B v R A T
[t , SE M b I A AR e ot T LAY B H Al
SEARE R BORE PR I B9 5K 28 8 % 3 o P
ISR 52 AR R MR 3 B 18 S ARRIR YT
AR SEUEF 2 L DR I B gk ik A7 W] RE A B0
ARSE AT AN B R FRARYT o R, R AR
AL B B RE SR BT R A A R BOk 22
S, Rk 8 58 TR Sl e AL R T SR AL TR
B, A R ARG TS PR AL B E T A
Fil, -t T3 P 5 2% 0 A R RIS TN ) 7

AT F2 B R BRAE T /B AR — T R R iR
Y2 5 E A, 5 B0 RIS B 0 S0 ST Al £
o FLUR, BBE WIS I A A RS A e B AN 4
O ARG I 2 AR DRI

Xt R S HA S S A S R PR R
V7 75 gk B RUHRE B 4 vl BE I £ 47 5 DR Az i 121
HiZWi o RT3 T2 WF AR A B 405, E Y
I RAFAE RIS 22 20 o % T 00l PR s, B
RS B EE N AR S, 1575 A VA A CIBPIR 25 LAB T
LuliRi2.
Rl AR A WA A £ o
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