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THE MODULATION OF RENIN, CYTOKINES AND GROWTH FACTORS IN THE KIDNEYS OF
FGS/Nga/Kist MICE BY ANGIOTENSIN CONVERTING ENZYME INHIBITOR ( ACEIl ) AND
ANGIOTENSIN Il AT1 RECEPTOR ANTAGONIST(AT1 RA)
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Chungnam National University Hospital’, Korea Research Institute of Bioscience and Biotechnogy®, Taejon,
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The mutant strain FGS/Nga/Kist mouse is reported to develop proteinuria and progressive glomerulosclerosis
spontaneously. ACEl and AT1 RA are reported to have a renal protective effect in human renal diseases and
many animal renal injury models. Down-regulation of many cytokines' and growth factors’ gene expressions by
these treatment have been reported in many renal injury models.

In order to evaluate the gene expressions of renin, TGF-p, TNF-a, ICAM-1, MCP-1, iNOS and IL-6 in the
kidneys of FGS and CBA mice and the effect of ACEI ( enalaprit 150 mg/L in drinking water ) and AT1 RA
treatment ( losartan 250 mg/ L in drinking water ) for 12 weeks, we measured mRNA expression of these genes
by competitive RT-PCR.

The level of renin gene expression of untreated FGS mice was significantly lower than those of the CBA mice,
ACEI treated and AT1 RA treated FGS mice groups. AT1 RA treated FGS mice showed significantly higher
ievels of renin, TNF-a, TGF-B, ICAM-1, iNOS, MCP-1 and IL-6 gene expressions ( 5.2, 3.1, 3.0, 4.0, 4.2, 9.1
and 2.5 fold, respectively ) than those of untreated FGS mice. ACEI treated FGS mice also showed
significantly higher levels of renin, ICAM-I, MCP-1 and INOS gene expressions { 7.1, 2.1, 11.1 and 2.4 fold,
respectively ) compared to untreated FGS mice. ACE! treated FGS mice showed a significantly lower level of
proteinuria than that of untreated FGS mice 12 weeks after treatment. However, AT1 RA treated mice showed a
similar level of proteinuria to the untreated FGS mice.

We speculate that FGS mice have a different regulation pathway between angiotensin Il and various cytokines
and growth factors compared to other renal injury models.
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