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Mechanism of IL-6 inflnencing apoptosis of marrow stromal cells cultured in vitro Li Nan™ , LIN Xu,
WANG Heming , et al. " Fujian University of Traditional Chinese Medicine, Fuzhou 350003, China

Abstract: Objective To investing at the mechanism of the effect of 1L-6 on apoptosis of marrow stromal cells in
vitro . Methods  Marrow stromal cells were separated from the extremties of 30-day SD rats in vitro . Cell ultra-
structure was observed, flow cytometry was used for studying apoptotic cell cycle and mitochondrion membrane po-
tential changes, immunochisto-chemistry for bcl-2 and bax protein, and RT-PCR for bax and bel-2 mRNA expres-
sion of apoptotic cells. Results Cell cycle G1, rate of apoptosis, and mitechondrion membrane potential in 1L-6
group were significantly higher than in control group. along with prolonging induction time, the expression of Bcl-
2 mRNA gradually declined, and bax mRNA increased contrarily . Conclusions 1L-6 increases the cells that are
blocked at G1, stopping them from composing DNA. 1t promotes apoptosis by faciditating the transfer of bax protein
from cyto plasm to mitochondrial membrane so that bax predominates in the dimer formed by bax and bel-2 ; precipi-
tating opening of permeability transforming pores of mitochondria, change in channels of nito chondrial, inner mem-
brane and dropor loss of mitochondrial membrane potential, leading to relense of cyto ¢ and other profeins to regn-
late cell apoptosis.
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