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WA EEHFEXR&MEB, By Mo My, HenComBR A BN M
Tab, Changes of B, BMK’ Me.s MMg! HCaM and CCaM
and effect of Nimodipine

Ischemia 30 min with  Ischemia 30 min with
Ischemia 30 min 60 min Reflow 180 min Reflow

Contro! Group
Untreated Treated Untreated Treated Untreated Treated

Group Group Group Group Group Group
Be 129.65 136,85 130,23 187,70 135.91 215,72 134,97
s +4.,60 +19.75 421,91  +28,708%  47.11° +17.80%"  +413,31°
B 640,02 449,34 569.12 69,93 690,56 326,32 713,60
Mg 431,55 421,364 +443,53° 439,674 +87.60° 435,.508%* -1-40,84°
Mc 27.63 28,22 28,65 36.44 28,33 47.64 35,45
2 +-6.89 +2.50 +3.99 +4,934% +7.22* +14.42%*  4-8,.40°
M 46,12 31,64 35,41 28,97 44,95 32.41 38,78
Me +5.65 +5,.84 +5,73 46,118 +8,52° +4.018 +7.91°
H 22,45 36.95 2.34 40,17 7.71 54,22 16,02
&M 41,30 +4.098 £1,89°4 5,968 +4.32%8 +6.358%  k1,408¢
C 20,31 30,80 5.78 31,42 6.82 36.65 10,34
M 42,07 44.00°8 £3,04%4 3,388 4, 37%8 +5.57 +5.87°
Notes; Bea: Brain tissue calciom content (tg/g dry wt) ; Bumg: Brain tissue
Magnesium content (ug/g dry wt) 3 Mca: Mitochondria calcium
content (ug/100mg Protein) ; Myg: Mitochondria Magnesium
content (ug/100mg Protein)y Hc.ms Hippocampus calmodulin
Content (pmol/kg) ; Ccam: Cortex calmodulin content (pmol/kg) .
4p<p,001 Compared with Control group
¢p< 0,001 Compared with Jochemia group
*pP<0,001 Compared with ischemia 30 min with 60 min reflow group
*p<0,001 Compared with Untreated group
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Effects of nimodipine on the changes of calcium, magnesium and

calmodulin contents after cerebral ischemia in rats

Chen Kahgning, Li Lushi, Zhen Caimei (Department of Neurology, Southwest
Hospital, Third Military Medical College, Chongding, £30038)

Abstract The changes of calcium and magnesium content in brain tissue
(Bc,, By and in the mitochondria (Mg, My,) and calmodulin content in the
cortex and hippocampus (Ce,y, Heoy) were determined in the rats with 4 -vessel
-ligation cerebral ischemia,And then the therapeutic effects of nimodipine were
observed during ischemic and. reperfusion stages of the brain, It was found that
By, and By, were decreased and Cc,y Hc,y increased during both the ischemic and
reperfusion stages and B, and M, were increased during the reperfusion stage,
The fact that calcium content was only increased during the reperfusion stage
indicates that the influx of calcium plays an important role to precipitate injury
during the reperfusion stage, Adminstration of nimodipine could prevent the
increase of calcium and calmodulin and the decrease of magnesium after cerebral
ischemia,

Key words cerebral ischemia; reperfusions brain; mitochondrium; calciumg
magnesium; calmoduling nimodipine
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