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Time-zero renal biopsy: Correlation analysis of clinical predonation parameters and histological

abnormalities

Guo Jun-qgi, Xu Zi-zhong, Wu Wei-zhen, Yang Shun-liang, Tan Jian-ming

Abstract

BACKGROUND: The number of living renal donation has increased in China and abroad, thus, it is important to guarantee the
safety of donors. How to accurately diagnose potential renal disease and provide guidance plays an import role in protecting
safety of living renal donors.

OBJECTIVE: To establish an evaluation method for analyzing the correlation between histological abnormalities and clinical
predonation parameters.

METHODS: The related data on renal transplantation of Fuzhou general Hospital of Nanjing Military Area Command of Chinese
PLA were retrospectively reviewed. Paracentesis were performed when the vessels of kidney were mutilated and perfusions were
finished. Time-zero renal biopsy was evaluated for following pathological changes: interstitial fibrosis, tubularatrophy, arteriolar
hyalinosis, mesangial proliferation, and glomerulosclerosis. Predonation data were demography, body weight, body mass index,
systolic/diastolic blood pressure, serum creatinine, glomerular filtration rate, and proteinuria.

RESULTS AND CONCLUSION: There were no signs of kidney disease in preoperative examination of all the 62 patients,
time-zero renal biopsy found there were 28 donors with histological changes, interstitial fibrosis with age and serum creatinine,
tubularatrophy with diastolic blood pressure and protein excretion rate, arteriolar hyalinosis with serum creatinine and glomerular
filtration rate, mesangial proliferation only with body mass index, and finally the presence of glomerulosclerosis did not correlate
with any variable.
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Table 1 Comparison of clinical variables between groups
(x£s)

Normal group ~ Abnormal

Item P

(n=34) group (n = 28)
Age (yr) 43.22+8.24  47.13+8.26  0.057
Body weight (kg) 58.18+8.28  58.07+8.24 0.866
Body mass index (kg/m?) 25.35+¢2.71  25.72+3.23 0.459
Systolic blood pressure (mm Hg) 117+8 120+7 0.030
Diastolic blood pressure (mm Hg) 7516 7816 0.029

57.90+12.04 54.38+13.02 0.002
Uric acid (pmol/L) 288.45+87.88 288.56+87.94 0.040
24 h proteinuria (mg/d) 80.24+62.80 60.27+62.82 0.036
Glomerular filtration rate (mL/min)  96.12+15.97 95.13+16.79 0.323

1 mm Hg = 0.133 kPa

Serum creatinine (umol/L)
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Table 2 Retrospectively review between histopathological
findings of time-zero renal biopsy and clinical

variables
T test
Histopathological change Clinical variables
r P

Interstitial fibrosis Age 0.21  0.003

Creatinine 0.18 0.004
Tubularatrophy Diastolic blood pressure 0.16 0.035

Proteinuria 0.21  0.008
Arteriolar hyalinosis Creatinine 0.13 0.021

Glomerular filtration rate -0.18  0.016
Mesangial proliferation Body mass index 0.15 0.045
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