K.I.M.S. Vol 20, No.1, 1999

BH 4tike] Bm$ BER o3 B M
HF 2= #

sEosta g Wastmy -
S2Ysm ome oA

FHE - BER, PEE

ABSTRACT

Effects of Cervus elaphus Acua-Acupuncture's solution on

damage of Rat's Kidney induced by Ischemia and Reflow

Cheol-Ho Yoon - Ji-Cheon Jeong,” Uk-Seob Shin™
* Dept. of Internal Medicine, College of Oriental Medicine,
Dongguk Univ.
* Dept. of Pharmacy, Dongguk Medical Center

Cervus elaphus (CE), being known to reinforce Kidney, have tested to study the
effects concerning damages of renal tissue induced by oxygen free radicals.

I had observed the effects of CE extract on damages of rat's kidney following
ischemia and reflow. Before ischemia was caused, CE extract was applied 0.2m{ per
250g through femoral vein in ischemia and reflow group and normal sailine was applied
in normal group. Ischemia was caused by renal artery's clamp for 60 min and reflowed
by clamp remove after 30 min. It was increased on the content of lipid peroxidation,
activies and type conversion ratio of xanthine oxidase following ischemia and reflow.
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by clamp remove after 30 min. It was increased on the content of lipid peroxidation,

activies and type conversion ratio of xanthine oxidase following ischemia and reflow.
However, they were decreased when CE extract was pre—appllied. Glutathione level was
decreased in ischemia and reflow group, and increased in CE extract's pre—applied
group. However, it could not seen special changes onv aldehyde oxidase activities, either.

In conclusion, CE extract recovers the damage of kidney due to ischemia and reflow

by decreasing the lipid peroxidation.
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Fig. 1. Eftect of Ceus slaphus extract on fipid peroxidaton
following ischemia and reflow in rat's kidney. Before I/R
was caused, Cervus elaphus extract was applied 0.2mf
per 250g through femoral vein in I/R groups and normal
saline was applied in control group. {schemia was
caused by renal artery's clamp for 60 min and reflowed
by clamp remove after 30 min. Values are mean £
SE for 10 animals. + P<0.05  P<0.01, a)
Significantly different from normal, b} Significantly
different from I/R group. ¥R : lschemia and refiow

group, CE : Cervus elaphus—treated group
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Fig. 2. Effect of Cervus elaphus exiract on glutathione
level foliowing ischemia and reflow in rat's
kidney. The assay procedure was described in
Fig. 1. Values are mean £ S.E for 10
animals. * P<0.05, ++ P<0.01, a) Significantly
different from normal, b) Significantly different
from I/fR group. 1/R : lschemia and reflow

group, CE @ Cerwus elaphus-treated group
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Fig. 3. Eifect of Cervus elaphus extract on xanthine
oxidase activity following ischemia and reflow
in rat's kidney. The assay procedure was
described in Fig. 1. Values are mean * S.E.
for 10 animals. * P<0.05, *+ P<.01, a)
Significantly  different  from  normal,  b)
Significantly different from /R group. IR :
Ischemia and reflow group, CE : Cervus

elaphus—-treated group
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Fig. 4. Effect of Cervus elaphus extract on type conversion of
xanthine oxidase following ischemia and reflow in rat's
kidney. The assay procedure was described in Fig. 1.
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Values are mean + S.E. for 10 animals. « P<0.05, #+
P<0.01, a) Significantly different from normal, b)
Significantly different from /R group. /R : lschemia
and reflow group, CE : Cervus efaphus—treated group
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Fig. 5. Effect of Cevus elaphus extract on aldehyde oxidase
activity following ischemia and reflow in rat's kidney.
The assay procedure was described in Fig. 1. Values
are mean * S.E. for 10 animals. I/R : Ischemia and

reflow group, CE : Cervus elaphus—treated group
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