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ABSTRACT

effect of exogenous oxygen free radicals (OFR) on

This study was to investigated the

the rabbit basilar artery. Exogenous OFR were
generated by electrolysis of Krebs’ solution. The
perfusion pressure and malonyldialdehyde content in
basilar artery were increased, meanwhile release of
endothelium derived relaxing factor, nitrite content
and superoxide dismutase activity decreased after
OFR damage. These data indicated that OFR in-
duced cerebral vasospasm is mainly mediated by
cerebral vascular endothelial damage and lipid per-
oxide formation.
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AHBEEHNMTEL OS] RRER
HFEENERIBPEETSEAENE
AW . skMETRELE. RERIKAKR
&K H ¥ (endothelium derived velaxing
factor, EDRF) BB, NTTHGIE
WM EEP . EFEPRIEN,EDRF i £E
B4 B—5 AL & (nitric oxide, NO), &3C%
AemEninsEs B %, Ritai
e G 3 G R 3 Ay 1R B L.
1 #EFEE
1.1 #a&

ZBe M8 (acetylcholine, ACh; g4 4hfb ¥
FREAZ): S BARE (LS4 HLERRAF
£); EBEmE & C (Sigma ~d&),

1.2 FHERWEBT

1.21 BERBERDBEBERARGARE
4] HELEBEES K 1.5~2cm, okl @
5l 2 mi » min®i# R EE 4 95%0,+5%C0, A4kt
EEK FEGEABEERIRIE AHEAR
/% 2.4640.4 kPa, 47 30 min, ¥ HHB L L B
BFRBBEEHRNAEREA, AlomAER
ERESEX KK LR 1 min.

1.2.2 RBEINM ACh AR FHEFHREFHIRY

EXHREX P OANELRE 1 mmol » LB K 4
&, HAHNRERASBE MmN ACh 10 pmol - LTE K
ACh # ik n43IREZETHARL, URRAK
BHOSRBTHEXE.

1.2.3 BREARPEEHESRNYE AR
AREECERECHERERRFFEHREH
ESAEERE, K 10mA SRR RARIH
WAL A 50 umol - L"EREEEC 1 ml HHER
B, BAWE, RES50nm L REE, NEELH &
EHTE,

1.2.4 BERDM—ELRZHNO; SROAE

B 20~40 mg X EH KM 0.5 ml K FHH
AE%, BACKE T KE 18~20h, REOCTH
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A (10 000X g. 10 min) B k% 100 pl e A % &
Griess A Q% AR XA, 0. 1%UN-EEZ
ZE, S%#B). XEXE 15min, BEE, BA
BREEN (R EF4)) E550mm AKTHE
HENAAE, AZHRHELARBEENA,
1.25 RAREEDKIELCEANE 2 20
ELZFREAMEY, SRUF-_BEIAR.
1.26 RREERRERAHMEAE (superoxide
dismutase, SOD) ZHEFEX=HECRE.
1.3 BReAARXDEZENR T4 £ & E 1 min
FRRAMBARE.
2 H#F
2.1 ERERARPEEHENTE

Ki b RgRTEE K, SHAE R C 7E 550
nm {& < 4bAY T2 6 BE AH B 8 B0 (Figure 1), &
LRGSR 3¢ Q=N:E J0Rae )= 35 N

A gz nm

n

00 025 050 0,75 1.00

Electrolytic perfusate (ml)

Figure 1. Dose-absorbance relationship between

add electrolyte and cytochrome C absorption at 550
nm. x+s, n=5.

2.2 BRBERAENREEREDROFERAR
HX EDRF X AIE0

1B S PO SR T 2 Tkl R . R
RS2 T8 . B o AR (6] S K T
HLRERT R Rt R 2. 46+0. 4 kPa, HL#F
30s #iFERN 5. 201+0. 4 kPa, 1 min Bl ¥
% 8.40+1.0kPa (n=7.P<0.01), ¥ H
M AL BR AR — B A 10 mmol « LB B A1
il e A R U S R A AR S B TE IR TERS IR
] AL 30 s B 1 min BHEEEE S5 Y 3. 58
+0. 28 kPa % 4.0840. 73 kPa, 5 i1 ff4lLL
FHRAEHBER 1=3. P<0.0D), o187 A

ACh %5 f) I I ME R FREE Y 1.50+
0.54 kPa (n=4), BEHAYG, ACh FiET
fEfTEF IR R AT, Wi E T REE Y 0, ZHIER
10 mmol « L'ABBI B RPN K SR R
fi, ACh FkMEF BT ETHREN
1.4440.57 kPa (n=4),
2.3 MEBERGRERIKE N A=
BYRR AN hEEENE
BRLEAEhERGRERDRKE, 3
kB NO; SRR BB LBEESR
ERRK (P<0.0D), R RAFEHTE B
SERBEHR® (P<0.01, Table),

Table. Changes of superoxide dismutase activity
(S0D), malonyldialdehyde (MDA ) and nitrite
content In rabbit basilar artery after electrolysis.

SOD MDA nitrite

B9 qUegh  (umolegh

(mg - g")

control  0.7940.04(6)  0.28+0.03(5)  3.48+0.17(7)

electrolysis  0.30+0.04(6)* 0.7640.016)* 0.1240.228) "

The number of experinments is shown in brackets.
s # P<0.01, compared with control.

Figure 2. ing electron pe of the
basilar artery of rabbit before electrolysis. A 200.
2.4 BRERANE

52 6 827 H 2R 1 min 5.
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2816 2R8KY. K1 _BBK . 38
Figwe 3. Crateriform and erose are appeared in
some area after elecirolysis, X1 00

e 4. L a\tbﬂllal Inlagﬂ(y‘widmlng of
intercellular space after electrolysis under scanning
electron microscope, X 200.
MEMARERTR, ARATIELRL. AKA
BWEERIR—. WHEER. MK, AKE
ERER R R LD ¥R, ARER
BN, BoEKEAEARSMREMRE
(Figure 2~4).
3 e

EEWRRALAMLES HHFART
BH3 ERnEFRNSENRERRS
- MNEROCEAIIERnERSEEAR
HFREROH - I RO, AHRFHPR

8 TR A e T SR R T Sh KB
g, BHHEWRA_PERALYE
HER. FRERAEHESSRNES
E, HFERATEYOH-

1 b A6 A T o 5 B T
EERRIBTERTSEREEH, HH”
AN AR, Sano F7H H0, & 15-
HpAA EAZMKRFARTERS, KASIE™
BoEEshE®E, YRS ST
HERNESEFENEEEH, FERE
HESaELET I RRNTEFERMNETH
BHmERIKERLRALFHR_BY
B, REAR LB EBNEE.

EDRF 23 R2ME4F5k. B5Lm MRk
R —FHEREN R, Gryglerwshikk H®
I\ Y EDRF /B 2—®IABEMEGBE, 7
R R ADREENERTEDEE
X, /5% Palmer SER] EDRF iR ALK R
F& NO, EDRF {4 R FTHBEHEN
E¥TuE, ~BAKSERTHAKRE, E9]
5|4 EDRF &4~ R —i i B4 m s
YR 5—Bakk. ADP S8 08NS
HENEFER. FERPITARKAaERY
WEMEMEZIKE NERKABRHE,
EDRF B4, B+ NO: 8RHE B
RBA EHEABEIRARRE. #A
K EDRF 8 RBUES . A\TTSHOEEH
R, SIEMMESE.,
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nitric oxide, NO

human leukocyte antigen, HLA
chemokinesis, CK

atherosclerosis, As

arteriosclerosis, AS

heteroxanthine, HX

vascular endothelial cell, VEC

vascular smooth muscle cell, VSMC

vascular permeability factor, VPF

low density lipoprotein cholesterol, LDLC
immunohistochemistry, IHC

conditioned media, CM

unconditioned media, UCM. non—conditioned media, NCM
peptide growth factor, PGF
cytomegalovirus, CMV

macrophage colony stimulating factor, MCSF
scavenger receptor, SR

total cholesterol, TC

preproendothelin, PPET

oxidized low density lipoprotein, OLDL
oxidized hemogbolin, OHb

lipid peroxide, LPO

superoxide dismutase, SOD

thiobarbituric acid reaction, TBAR
thiobarbituric acid reactive substance, TBARS
vascular cell adhesion molecule, VCAM
vascular addressin, VA

very late antigen, VLA
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