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Influence of the Conditioned Media of Cultured Hypothalamus and Pituitary Tissue on the

Metabolism of Nitric Oxide and Lipid Peroxide of Cultured Endothelial Cells
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ABSTRACT Aim To investigate whether hypothalamus pituitary neuroendocrine pathway influenced the development of
atherosclerosis. Methods The hypothalamic and pituitary tissue from freshly aborted 5-month human fetuses were taken for
cellular culture and the condition media were collected respectively according to hypothalamus, pituitary and hypothalamus+ pitu-
itary groups. The normal endothelial cells and those induced by diamide were cultured respectively with the condition media and
the control group with ordinary medium.  After culturing with the condition media, all endothelial cells of the experimental and
control groups were cultured in serunrfree medium.  Then collected the serunr free media of the EC separately and detected their
content of lipid peroxide and nitric oxide. Results The pure hypothalamus or pituitary group had intensive effect of lipid per
oxidation on endothelial cells and did not affect the release of nitric oxide from endothelial cells when the pure hypothalamus or pi-
tuitary conditioned media were used. ~ The content of lipid peroxide in hypothalamus + pituitary group was significantly lower than
that in other experimental groups ( hypothalamus group and pituitary group) , but the nitric oxide showed an inhibited function.
However, the hypothalamus+ pituitary group performed an antr lipid peroxidation function to the endothelial cells induced by di-
amide and an increased releasing of nitric oxide. Conclusion From the result we deduced that the hypothalamus may play a
significant role in keeping normal function of the endothelial cells, and the effect may be through the hypothalamus pituitary path-

way.  When meeting with the harmful factors it can play a protective role in maintaining the function of endothelium.
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1), A3 1 (Table 1) 7] LU i, B 53 0T {4 EC i
HEM RIS EAER, TERE LS S BT, FH$
afi N i Rl AR AR R IEER T EC 5, A
CREAKCFERT N ER - TR, ORH Al T BN
AR AR IR A INE EC B AR I I A A
H; MBS SR, EC BT 8K FAERE T
L M BT R, Hod N i+ A4 % 5 A B
R(P<0.01) . L&A, T k- AR 5%



CN 43— 1262/ R 0 [E 2 B Ag Ak 4% & 2001 €655 9 H 55 4 1A

287

BT P B2 A0 i 0 e e SR AR R B, 2 EC
SRR, N i+ AR AT A B 4 ) i
FE AR T IRTER
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Table 1.
EC (x *s, nmol/L)

The MDA content in different serunr free media of

Groups n Norr Diamide Diamide

Control 1. 608 £0. 216 2.272 £0. 493°

Hypothalamus ( H) 2.204 +0.728™  1.778 *0. 380"

8

8
Pituitary (P) 8 2.204 0. 728"  1.799 £0. 331™
8 1.515 0. 093"

H+ P 1.611 %0. 444

a: P< 0.01, compared with norr diamide group.  b: P< 0. 05, compared

with control group. c¢: P< 0. 01, compared with hypothalamus+ pituitary

group

2.2 TER . BAMTER+ EREHEFRENA
R — SRR AR

T AR T B+ AR AR 7R AR A
EC G NO & &454k I3 2 (Table 2) , 3 2(Table 2)
af UL, Bef s S T A EC 1) NO A 52 23, #2710
WkfEi% S T, & i SRS i+ FERA 2% 1 5
FHEED AMER LA EC J5, H BIEW P NO &=
B IRH A BB PR (P < 0.05), ¥ B 7E IE# i
T, T FE A SR AR GE PR A NOY AR A A A 0 A
YERT; T 4 B I% % S BC B, B2 40 NO & & A
HBEA PR, A Bt e, T i+ BRI W
B(P<0.01) . Z5RIR: EC ZRBLE S EN
B, T FEid- SR KSEA] Re @ I b R 4 A
NO HIBEHORE LRI ER
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Table 2. The NO content in different serunr free media of EC

(x Es, Umol/ L)
Groups n Norr diamide DiamideK
Control 6 4.485%1.249 3. 195 10. 700
Hypothalamus( H) 6 1. 206 £0. 481 2.317 0. 394"
Pituitary( P) 6 2. 046 £0. 749 2.710 £1.352
H+ P 6 1. 675 %0. 376 2.968 £1. 119
a: P< 0.05, compared with control nor diamide group.  b: P< 0. 01,

compared with experimental norr diamide group.
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molecule- 1, VCAM-1) J& P B2 H 41 i kG BT 73 1 1(en-
dothelial leukocyte adhesion molecule-1, ELAM-1), MMl
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