THE PROGRESSION OF MEDULLARY RAY INJURY IN KIDNEY AGING
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Aging changes in kidney progress with life time Method1:
and affect the renal function. In general, GFR We evaluated the histological findings of donor kidneys of 19 cases
decreases with aging without proteinuria and from 27 to 65 years-old who received kidney transplantation from 2010
hematuria. It is believed the number of global to 2011. Among them 4 patients were hypertensive patients. We counted
glomerular sclerosis increases with aging. the rate of total glomerular sclerosis (GS index), the scores of
arteriosclerosis; the degree of fibroelastosis change (AS index) and
Pathological aging changes in kidney have not arteriolosclerosis; degree of hyalinosis (Ao index). (Fig.1)
entirely cleared yet. Especially the reason why
GFR decreases without abnormal urinalysis is an Method2:
unresolved and important problem. We Additionally we observed the large renal sections obtained from
evaluated the histological changes related to nephrectomized kidneys due to renal cancer. Eight cases from 29 to 79
aging in normal renal tissues. years-old were subjective. Among them 3 patients were hypertensive

patients. Nephrectomized cases had no proteinuria. The large renal
sections contained wide regions from superficial cortex to deep medulla.
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GS and ages showed no significant relationship. SA and ages showed a significant relationship. AO and ages showed no significant relationship. s o
p <0.05.

24h-Ccr of donors significantly decreased according to the ages . At the evaluation of pre-perfusion biopsies, all open glemeruli were minor
glomerular abnormalities but the GS index increased from 0 to 0.20 according to the ages (Fig.2a). AS index showed the rising tendency
according to the ages (Fig.2b), while AO index did not increase according to the ages except for hypertensive patients (Fig.2c). In the
observation of the large renal sections from nephrectomized kidneys, the similar changes were noted in GS index, AS index and AO index.
According to the ages the fibrotic changes appeared in medullary rays (MR) (Fig.3). The medullary ray fibrosis was limited in cortex under the
renal capsule in middle age cases less than 60 years-old. In higher age cases the medullary ray fibrosis spread from superficial cortex to deep
medulla in linear forms. The degree of medullary ray fibrosis increased according the ages (Fig.4). Many open and sclerosed glomeruli were
Included in the fibrotic medullary ray lesions. Glomeruli in the medullary may fibrosis seemed to be atubular glomeruli and ischemic glomerui.

CONCLUSIONS COl

From the donor kidney biopsies we could only noticed arteriosclerosis (AS) progressed as aging. | have no interest

The GS index did not significantly elevate as aging, thus we did not prove the main reason of GFR
decline was the progression of GS in donor biopsies. In large renal sections medullary ray fibrosis
progressed according to the ages. We considered that the main reason of GFR decline without
urinary abnormalities in aging depended to medullary injury injuries(MRI) including atubular
glomeruli and ischemic glomeruli in medullary ray fibrotic lesion. A tubular and ischemic
glomeruli involved in post-glomerular MRI may not cause proteinuria.
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