CN 43-1262/R # EFfkhEL 44 & 2002 2 10 E 5 4 1 291

[XEHS]  1007-3949( 2002) 10-040291-03 « SLIGH5R .

SR G753 A B2 A 0 ) 2% A1 85 7R 2 X6
N S 20 e i ot oo S A AN 5 B — SR A LS Bl ) S

A=, HEZR
(FMRKFEFEMBIFZHAT, LHEH5MT 215006, 1. EREH 94 ETR)

[ESIF] #hrkmarmie; ThlE, £4k AR, 2%, —&ALA BRAITAKER

[ F| HTHEFTARmBGALRkAFok SRR L mEaHh AR TR —2AhEL 553 L64E A,
KEFTARMERERL BERAFFAR DG SRR LR T A 2k mE kA o BH 5 F R K mib ey &
Wﬁ%;@\% |EREF AR mfeFe e A K e, AN ABAT AT Bl s A — AR RSB RANT
o BRKIN, BEAFONL@BLEAEREASTHA R @A —BRFAARETFTRAERN(P<0.01); @ T LfE
zﬁﬁiém}]@%%%fmﬂkm%éﬁm&émﬂ 4%ii%)’3§ﬁ£#§I*])iéwﬂéﬁn%éﬁﬁ‘]K@Héfﬁ:ﬁiﬁiﬂﬂ’]ﬁ'}-‘iﬂﬁ’ﬁﬁ](
<0.0), AP HLHAL@ETRALAL, FEAFOANL AL EFAEAREATEFTAL@REFAE -ARLAS
BRA R AL RATER, M HRA R @miesFA — AN RSB EAR LIAER, TR 2AmEEREm
REFFON L@ EF/HEREASEFT AL @A TH AL mEE A - ARS8 LiAERA(P<0.05)),
Hbat A L@ EAER(P<0.01). 2FRT, R @IE% B BEMNE R LA G, X ap «/nﬁw’“/\/x
YRR THALRA B Riffe LS FAE —ANRASBOERL, SR BETIEATRANL ®ICH FRIRGF

B IFZ—

[FEISES] R363.1 [ SCRKFRIRAS] A

Influence of the Conditioned Media of Endothelial Cells Induced by Diamide and Affected
by Hypothalamus-Pituitary Cells on Expression of Inducible Nitric Oxide Synthase and

Metabolism of Lipid Peroxide in Cultured Endothelial Cells
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[ ABSTRACT] Aim To explore whether the autocrine and paracrine secretion of the damaged endothelial cells ( EC) can
regulate the damaged EC and the effect of hypothalamus- pituitary neuroendocrine axis on the autocrine and paracrine secretion of
the damaged EC. The changes in the metabolism of lipid peroxide (LPO) and the expression of inducible nitric oxide synthase
(INOS) were detected through the influence of conditioned media of endothelial cells ( EC-CM) induced by diamide and affected
by hypothalamus pituitary cells on injured EC respectively. Methods The normal EC-CM was used in the control group.

In the experimental group, the ECG-CM induced by diamide and the ECG-CM induced by both conditioned medium of hypothalamus
pituitary cells and diamide were prepared. The EC injured by diamide were cultured respectively with the above three EG-CM.
After culturing with the three EG-CM, all EC of the experimental and control groups were cultured in serunr free medium.

Then the supernatant of the above serunr free media and cultured EC were collected for detecting the content of LPO and iNOS.
Results [t was shown the EG-CM induced by diamide and the EC-CM induced by both conditioned medium of hypothalamus
pituitary cells and diamide had down regulative effect on the metabolism of LPO and up regulative effect on iNOS expression of in-
jured EC.  However, the medium containing hypothalamus- pituitary tissue showed more intensive antr lipid peroxidation effect.
Conclusion It is suggested that when EC was damaged by diamide, its autocrine and paracrine secretion can regulate its LPO
metabolism down and regulate its INOS expression up, which might be one of the mechanisms in EC for defending against external

injury.
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*1. FARAEREFRR_BIENNE.
Table 1. The content of MDA in the supernatant of EC (x &
s, n= 6, nmol/L).

Groups NEC DEC
NEG-CM 2. 074 £0. 342 2. 068 £0. 351
DEG-CM 2.075 0. 340 1.315 £0. 343
HDEC-CM 1.437 0. 127° 0. 902 0. 091°

a: P< 0.01, compared with their own control group respectively.
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Table 2. The I0OD of value iNOS expressed in EC (; *s, n
= 6, nmol/L) .
Groups NEC DEC
NEC-CM 15. 873 £3.234 21.283 £3.177
DEC-CM 16. 665 3. 435 26.934 £3. 078"
HDEC-CM 22.953 3. 654° 32.573 £3. 432"

a: P< 0.05, b: P< 0.01, compared with their own control group respec

tively.
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