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Group Nat-K*-ATPase Ca’*-ATPase
Control 17.87%1.28 6.80+£0.42
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Tab 2 Changes of Nat.Ca®" concentrations

of rat myocardium(n=6,%+s)

Group Nat (my/pmol » g7 'dw)  Ca®* (my/pmol » g~ ldw)

Control 362+12 7.05+0.79
I/R 787426 35.8644. 424
PC 493+18* 18.9341.85"H

4+ P <C0.05.4+: P <C0. 01 vs control; #* ; P <{0.01 wI/RA
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Group SOD(”1/nmol » mg~! pro) MDA (?7213/nmol » mg~! pro)

Control 5.0240.15 2.5540.02
I/R 1.55+0.22* 8.5240. 07
PC 3.86+0.02* 4.7140.06

* ¢ P <0.05, »* ; P <C0. 01 vs control; ++: P <C0.01 vs I/R
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Effects of ischemic preconditioning on myocardial ion pumps, ions and

oxygen free radicals in rats

Ran Boli, Si Liangyi, Wang Guochao, Wu Qing (Department of Cardiology,» Southwest Hospital, Third Military Medical

University, Chongqing. 400038)

Abstract

Objective: To explore the mechanism of the protective effects of ischemic preconditioning

(IPC) on the myocardium. Methods: After the model of myocardial IPC was established in rats, the effects
of IPC on the activity of Na*-pump, Ca**-pump and SOD and the contents of Nat, Ca** and MDA were in-

vestigated. Results: Compared with the control, the activity of SOD was increased while that of Na*-pump

and Ca**-pump and the content of MDA decreased in PC group. Conclusion: IPC exerts protective effects on

the myocardium through increasing the activity of Na*-pump,Ca’" -pump and SOD and decreasing the over-

load of Na-+ and Ca’* and the content of MDA.
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Report of a case of cyst of septum pellucidum cured by cyst-peritonel

shunting

HHaT mkExd 2R

BERN. 05 AL B REFE TENHEME0d AR,
AR-MNE.AWEKRARE WBENANK A EE,. L 5K
BABEITRR (D). 2HBRENEFEERBAEABKE
(=), B MRT 277 B IR 8408, 2 XN EHRE A, B
REZELE AAUMNEERT K. 28 . BY REN.

ABRBESKRTEMKEABEAREHBHIDBEAR. AR
FORBEREIE, B T BN S 0O AN R R,
HFREBEEMZRALEH TR RBERMGHE.5dFMTR
ERWEYHBIABERE L. HEM . L5 CT E& 750K
BMOTE ESRKDIERE. ERRBIAFEHBERNEH
RBEMWERESARARIIEACT ARG LM THE
WO EMEES N RAERBBHER.2AR CT 75 WR
BHMHR AETHLIRENE IR BALRE R BR
HECTRALENRENE L BRBRSRE, AL BB
10 ER#%.

Wit

ARERT ML FRESRHEE . EAANR—HEAR
RRER®E . BAENALRRBUKFRHY, BN EER, S B0
W PRAE R B, 2 5 B A0 TE B L A R R e
KOBRI Nk & R ERATE AL, T AL 5 5 0 PR 4 1 J 58 ot
M BBk 4 % A B CT #1 MR B2 A& 5% R o, 32 B0k i 91 B 4
B ENOLEMERE FIRFRILEWEER. AL EE
WL 18 W S o D R R R G B L/ B R R O T B

» BMA,B3Y . EBRENCRAEIRTER ®0O.571159

CE =4 B R4 PG i B B 2 4h R H K, 400038

AR, Jackowski iR 4% B KB W B I 2 M S8 T BO6RK
S5 BRI 2 50 B OHTIE , BKR W & Wester ™R 4 351 o 241
BUREMTUEZ-BEASTAR, 1B B 160 % M hE
fE-PRE-HESRAR, M ERBERE L BT, A4
B AEAT AR N B B A4 I B R JE R R — T e, (A R
BR ERBINRERENEFAESFR.F2RFRWRERT
BWEESRAR S EVREN FRHRETIR.NRBTF.ANE
HRBEMEESRARUG D HERT RETENREMNY
—PRIFM T %,

x@im BHREMORA

hEEFES R655.5

2% ik

L Silbert P L, Gubbay $ S, Vaugham RG. Cavum septum pel-
lucidum and obstructive hydrocephalus. J Neurol Neurosurg
Psychiatry,1993;56:820

2 Jackowski A, Kulshresta M, Sgouros S. Laser assisted
flexible endoscopic fenestration of giant cyst of the septum
pellucidum. Br ] Neurosurg,1995;9(4):527

3 Wester K, Krakenes J, Moen G. Expanding cava septi pel-
lucidi and cava vergae in children: report of three cases.
Neurosurg,1995;37(1):134

(B #:1997-08-05; 48 [6] . 1998-01-07)
(B I &)



