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MODY maturity-onset diabetes of the young
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IRI
HOMA-R HOMA-[3
() 3
Hb OGTT
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o 60 120 HOMA | Insulin | HOMA-IR | Matsuda Dispositio
-B ogenic Index n Index
Index
14 -10.3% 52 83 148 122 1350 | 1.50 1.54 359 54
75 1314 | 1089
() @)
11 779 69 | 133 2037 13.00
% 396 \
)
14 68.9 65 |98 216 1217 |2592 070 1610 1.21 0.85
% 252 |1389 |3022
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77.9%
2
1 (2 ) 2
OGTT O 122 ()
60 258
120 261
HbAlc 6.9%
133mg/dL HDL
396p U/mL  (OGTT ) TG
()
GAD

HOMA-B 203.66

HOMA-IR 13.00

2
68.9%
1 B ) 2
OGTT O 145mg/dL ()
60 270mg/dL ()
120 270mg/dL 2 )
HbAlc 6.5%
O.1mmol/L
GAD
OGTT O 98mg/dL 25.2y U/mL
60 216mg/dL 138.9u U/mL
120 217mg/dL 302.2u U/mL

HOMA-B3 2592

- insulonogenic index 0.70
HOMA-IR 6.10

- Matsuda index 1.21
Dispodition index 0.85
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HOMA-R =FBS(mg/dl)x IRl (u U/ml) /405
FBS 140mg/dl
1.1
2.0-24
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1/ log( ) log(
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0.3 045
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° Matsuda-DeFronzo index
OGTT 25

Matsuda-DeFronzo index
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- SI) in healthy voung persons
5.43 (2.7-9.6, £1.9)
San Antonio, TX (n=62) 4.34 {1.0-11.0, £2.6)

Correlationwith clamp: r = 0.73

Matsuda M, DeFronzo RA: Insulin sensitivity indices obtained from oral
glucose tolerance testing. Comparison with the euglycemic insulin clamp.
Diabetes Care 22: 1462-1470, 1999,




e HOMA-3
(v U/ml)x 360

/dl -63)
100 % 40-100
30% 15
e Oral disposition index
A IRI(p U/ml)/A BS(mg/dh)x  /
° Il = A IRI(M U/mI)/A BS(mg/dl)
A IR 30
A BS 30
7-11 1.1+ 049 12-16 1.34+ 0.66
e > |IRI(0,30,60,120) 7-11 1445+ 66
12-16 2034+ 987
»
OGTT
»
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75 g OGTT

1
110 125 mg/d|

140 199 mg/dl

HbAlc NGSP 6.0 6.4%

2

100 109 mg/dl
HbAlc NGSP 56 59%

——

125 mg/dI
200 139mg/dl
HbAlc NGSP 6.4 5.6

HDL

FBS

TC

TG
UA

ALT

=110 g/dI
=220 /dI

/dl
=120 /dI
=6.0mg/dI

=15uU/ml
=30U/L



B A mmHg

smE EWOE
IRFEMim E |EAREAME | NEWOE | {EEMME
HR 1200 k 1001 E
NFREFE 13002 k 80kl E 12081 k£ 0LlE
WEREFE 13501 k 8oLl 12500 k 0Lk
PERF 140L) E 8511k 13081k 0Ll E
PELF 13500 k 8oLl k 12500 F 700k
BIRE 14001 E 8511 13021 E (LI -
cm 2)~4)
/ =0.5
cm
/ 120mg/dI
HDL 40mg/dI
/ 125mmHg
70mmHg
100mg/dI
] Al TC HDL-C /HDL-C <4
m LDL-C/HDL 3

LDL-C=TC-HDL-C TG/5
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