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Abstract

anontosis of TF-1 cell line when it is deorived of the

The genes effecting in the process of the

cytokine in the culture medium were studied by RDA
The

TF-1 cell depriving of cytokines for 8 hours was

( representational difference analysis) method.
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selected as the Tester and normak cultured TF-1 cell
as the Driver. Seven gene fragments were found
uniquely expressed or highly expressed in the process
of apoptosis of TF-1 cell line which include some
known genes such as Hou and thioredoxin that for
merly suggested to play a role in apoptosis. There are
three fragments are complete novel after searching the
nr and EST catalogues of GenBank and were banked
into GenBank. The accession numbers for them are
U83208, UB83279, UR83397 respectively. From the
novel gene fragments, the complete ¢cDNA sequence
of them can be fished and the bioactivity and function
of them in apoptosis of TF-1 cell and other hemato-
logical tumors can be further studied. On the other
hand, the function of some known genes which were
not suggested formerly in the course of apoptosis can
be studied.
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Abstract The changes of protorrtranslocation across

Y The Surgery Research

the inner mitochondrial membrane of hepatocytes in
endotoxic shock rats were studied. It was showed
the maximum value of

of ACMA (%
anmino-6- chloro- 2- meto-acridine) induced by ATP,

that: Five hours after shock,
fluorescent quenching ( M . )
NADH and succinate was significantly decreased ( P
< 0.05). The
quenching (T y

time of maximum fluorescent
\] and the time of half maximum
fluorescent quenching ( 7 12 m
prolonged ( P < 0.01).

ability of proton translocation across the IMM in

..) were significantly
It was suggested that the
endotoxic shock rats was decreased. The membrane
fluidity were significantly decreased at the deep level
and  hydrocarbon  chain. The  mitochondrial
membrane associated PLA> activity, plasma MDA,
and mitochondrial MDA contents were significantly
increased in endotoxic shock rats. The results showed
that PLA,, and lipid peroxide may be the causes of
the changes of proton translocation in endotoxic shock
rats.

Key words mitochondria, proton, endotoxic shock





