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Renal Vascular Lesions of Diabetic Nephropathy
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Intrarenal vascular lesions of diabetic glomerulosclerosis were evaluated in order to
clarify the relationship between vascular lesions and diabetic nephropathy in 108 NIDDM
patients. Index of arteriolar hyalinous change (IAHC), designed as grade of AHC, was
correlated significantly with age at biopsy, DM duration, GFR, PSP (15'), urine protein,
systolic blood pressure (BP) and index of glomerular lesion (IGL). IAHC was also higher
in hypertensive patients than in normotensive patients. Intimal thickening of small arteries
(IT/SA) had a significant correlation with DM duration, systolic BP, GFR and Fishberg’s
concentration test. IAHC and IGL were significantly higher in IT/SA (+) group than
in IT/SA (=) group. Intimal thickening of arteries (IT/A) was not related with clinical
findings, although IAHC was significantly higher in IT/A (+) group.

In conclusion, arteriolar hyalinosis may be closely related to the progression of diabetic
nephropathy and intimal thickening of small arteries and arteries may contribute as well.
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IGL (Index of Glomerular Lesions)

lGng‘, miXnj+6Xns
i=0 N

mi; m grade, score: 0~5

nj ; number of m;

ns ; number of s

s ; totally sclerotic glom., score: 6
N ; total glom. number

IAHC (Index of Arteriolar Hyalinous Change)

laHC = > 2iXni_
i=0 N

ai ; a grade, score :0~3
ni ; number of ai
N ; total arteriolar number

1 IGL & IAHC o=

BRIl ~26FTh -7, ik, REAT—A
0~12g T, ZVLT7F=v-2075VAH 20.2~131
ml/min T&H -1z,

FRIRPT RL, AEWRIrEm, BRABESE, BRRPE
FAEEAR, M, RATR, @A, kb LOATEERE
CRERABER(E GFR, B FF, PSP 154#, Fishberg
BARIBRERE) &~

HRRPT 3, AL BIE U CRHE L. SREREEE
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IT/SA(+) IT/SA(-)
(n=22) (n=73)
Age at DM onset 45.6+10.8 47.3%11.0 NS
Age at renal biopsy 56.0+10.8 54.3+10.5 NS
DM duration  (vear) 10.5+6.7 7.0£5.2 p<0.01
Hypertension 13/22(59.0%)  34/71(47.9%) NS
systolic BP (mmHg) 166.3+38.5 146.1+25.8 p<0.05
diastolic BP (mmHg) 87.6+18.3 83.4+12.5 NS
Urine protein (g/day) 2.4+3.4 1.5+1.9 NS
SCr (mg/dl) 1.1-+0.4 0.9+0.4 NS
GFR (ml/min) 73.31+44.8 97.6+34.4 p<0.01
FF 0.20+0.06 0.22+0.07 NS
PSP 15’ (%) 26.8+11.8 31.1%10.7 NS
Fishberg (max) 1.02140.007 1.0274+0.007 p<0.05
S 1amc | 0.92+0.66 0.58+0.56  p<0.05
IGL 3.32+1.19 2.37+1.53 p<0.01
IT/SA : Intimal thickening of small artery (mean+SD)
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¥ 2 BYREE(C&ERIRFT R, IAHC, IGL & 0Btk

IT/A(+) IT/A(—)

(n=24) (n=16)
Age at DM onset 47.0+12.5 45.8+13.2 NS
Age at renal biopsy 55.8+10.2 51.6+12.3 NS
DM duration (vear) 8.8+6.5 5.8+4.2 NS
Hypertension 13/24(54.2%) 9/16(56.3%) NS
systolic BP (mmHg) 157.0%+31.0 151.7+40.2 NS
diastolic BP  (mmHg) 82.5:+11.4 86.0+21.3 NS
Urine protein (g/day) 2.3+2.2 4.6+4.4 NS
S-Cr (mg/dl) 1.1+0.5 0.8+0.4 NS
GFR (ml/min) 87.8+43.4 98.7+44.7 NS
FF 0.2240.08 0.19+0.06 NS
PSP 15’ (%) 29.8+12.1 39.6£8.0 NS

_ Fishberg (max) _—— e

anc 1.01+0.68 0.53+0.51  p<0.05
IGL 3.404+1.35 2.4441.81 NS
IT/A : Intimal thickening of artery (mean®=SD)
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