(JHEREE 075 1%
RO H 457464 TR 97 ]

BERE N EORBRESI R ORI BT 5 SRR

RHRAZFEMRE BHNRPEE (BE DR BEE)
vy A4 IHNTF vy ~A toy

ayyy A4 7 oa =
fEH HE - FE-BN NTF -2l R
(Zf B 9IF2H3H)

A Basic Study in Culturing Human Glomerular Visceral Epithelial Cells
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Visceral glomerular epithelial cells (v-GECs) are highly differentiated and specialized cells
which form an important component of the glomerular filtration barrier. As v-GECs are highly
differentiated cells, it is not elucidated whether v-GECs have the capacity to proliferate and
whether GEC grown in culture are of visceral or parietal origin. We found this difference to be
related to difficulty in culturing GEC beyond the 6th passage. With immunocytochemical
methods, the cells which were difficult to culture were found to possess characteristics of v-GECs.
In these cells, we investigated the mechanisms of cell death, particularly the appearance of
apoptosis. Under serum free conditions, v-GECs degenerated in a time dependent manner. With
flow cytometric analysis and agarose gel electrophoresis, cell death under serum free conditions
and after 6th passages depended on apoptotic mechanisms based on the demonstration of DNA
fragmentation. The addition of heparin and protein kinase C inhibitors, H-7 and staurosporin,
suppressed cell degeneration and DNA fragmentation.

It was concluded that v-GECs could not be cultured beyond the 6th passage due to apoptotic
mechanisms and the development of apoptosis appeared to require the activation of protein
kinase C.
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(5xg/ml insulin, 5ug/ml transferrin, 5ng/ml
selenium) (Collaborative Research, USA) & X
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HIREOTE T 2 cid, KREL A7ua—v Rk
TR —VRAEWI ZODORERDH 5, FEEMK
DR T E TR B0E, L5 5 DHEFELTE <
BS5 L Twa i RHTH 20, EEMTECES
7 A )V ARG TEAMB A OB E= I TR
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