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Table 1. Clinical profiles of diabetic patients

Proteinuric NIDDN

Non-proteinuric NIDDM

Number of patient (Male/Female) 28/28 30/26

Age(y.o.) 59.7+8.53 59.2+7.36 NS
Body-mass index (Kg/a%) 22.7+£3.15 23.5+3.18

Fasting plassa glucose (mg/dl) 160X 46.4 157+ 86.0 NS
Glycohemoglobin Alc (X) 8.45+ 1.42 8.42+1.25 NS
Mean blood pressure (amHg) 102+ 8.839 99.5%+ 10.1 NS
Total cholesterol (mg/dl) 214+ 27.2 216+ 38.7 NS
Triglyceride(xg/dl) 155+ 132 153+ 84.86 NS
Creatinine(mg/dl) 1.41x1.07 0.83+0.18

weant SO NS:not significant
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Answer from proteinuric NIDDM(P + ) and non proteinuric NIDDM(P —).

P + P -

Father has hypertension.

Siblings have hypertension.

Father side of uncle or aunt has hypertension. 4/21

22/586
5/53

9/56 p<0.01

0/44 p<0.05

1/2% p<0.02

(yes)/(number of reliable answer)
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Table 3.Answer from over 60y.o.proteinuric NIDDM (P + H) end non proteinuric NIDDM (P — H).

P+H P—H
Father has hypertension. 13/34 5/30 p<0.05
Siblings have hypertension. 2/32 0/25 NS
Father side of uncle or aunt has hypertension. 4/21 . 1/25 NS

(ves)/(number of reliable answer )

NS:not significant

Table 4. Answer frombelow BOy.o.proteinuric NIDDM(P + L ) and non proteinuric NIDDN(P — L ).

P+ L P-L
Father has hypertention. 8/22 4/26 p<0.05
Siblings have hypertension. 3/21 0/19 NS
1/10 NS

Father side of uncle or aunt has hypertension. 6/19

(yes)/(number of reliable answer ) NS:not significant
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