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(MODY probability calculator, MPC)"" 3144 BH 14: Hi
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TR IBE I, 76 Y Hh B V48 S 1 Rk B R h

W 2 24Pk, 27 & I AT 2R 2R 6 4R
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IE (TG 9. 01 mmol/L) , £ {4 BMI 26. 31 kg/m”,
JEFE 80 cm , B[ 92 cm, JCJBR & FARHLARAE . 1
MPC % PPV Wy 75.5% , 3L W 7§ % B0 5B &
HNF1 o5 RAFTE SO 548 , SR R AR BATE o IR &
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| il 1 f5i] 2 i3
RIS (%) 26 27 16
EAERE (2) 26 21 12
BMI(kg/m?*) 20.47 26.31 19.74
AL 5 figE =27k JORER
HbAlc(% ) 7.5 5.4 12.1
TRBEC+/ =) + + - + o+ o+
23 M C K (pmol/L) 210 743.4 651.3
&5 2 h CK(pmol/L) 710 2 697 1 070
HOMA-IR 0.48 1.82 1.39
HOMA-B(% ) 45.1 71.2 145.0
TG ( mmol/L) 1.15 4.24 1.28
LDL-C( mmol/L) 2.55 2.09 1.34
HDL-C( mmol/L) 1.01 0.88 0.92
UACR(mg/g) 843.1 11.8 37.2

U BMI: R FE 4 HbALe ML M ZL 8 71 Ale; HOMA-TR: £ 25
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HNF1a-MODY i % 5¢ 75 (¥ HE 2 ] 58 Lt 7 19 5 45
g (2) BEFE DI AR SARAE R S
F, B ARIZWOR RIS . A SCHRGE R 1 855 JC
B ARE PR R S, ELAR B2 8 5 D) B A 2 LT
JiE LI | PR 55 S I PR RIS TIDMA 5, N ig
Wiy e 17 —2ePk i, R, I PR X F Jo B PR K
JE IR RN LAY ) < TIDM BB % A5 2% 18 ]
MODY () i] fig k. 1 &b, 8 5 AR B Y i 17t oA
MODY {2 Wit K T — & ik ik, vl LA B0 78 AT ]
PP P MODY JRAGIAN, 1] 2 f 5 B 2%
PO, BMI 26. 31 kg/m®, R, & A JHE | JBE
By Z 3R RENVE I MODY [ HERR 5514
HNF1o-MODY (535 J5 5 D e 1 % NS 22,
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