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NifedipineXef fR ifil 5 fth 4 U7 25 ¥ R S SE BRI IR A) Y il

HHIE, BEA, BMIT, iR
(LW AR ARERGAR, AT 643020; 2. BRER KEEGHEEHE, X 400016)

(5% E) 8¢5 @INifedipine X fi 28l 4 PR ASRE K S RRROR BN, ¥4 B S MR I Bl 520t &
i (EAA) ffiEERL (IAA) BHCRR. FE: BN SRS KRR EMAsEIR, R aRaE
FRACRES T S LA A B 4B YR REAATIIAAREL B 19720k, F M Nifedipinexd JhAS LI M. 2% KRS A S m
REBUFRSIRE. NARMRAH SRR, 45388, v- 25 THRREA RN, MASEMIE s . S+ 50 mmol/L
TS, DERESREE R L IREAA RIAARESE S — 5441, 107 mol/L Nifedipine AT B I (1L A AR 25 F Il 5875 £ 7y
U RIASYREE, BTN RE THIR RS E M 2t (A IA AR R K EAR AR SEAAFIIAARRERR . 4546 Nifedipine B #1 i3 i (i
B GAE B  5 IR M5 R s b ik PO A5 T 75T %, HImMMEAAFIIAARAT S G AR A X 2 H 5
H— 5.
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Effects of nifedipine on the level of free calcium and release of amino acids
from ischemic synaptosomes
XU Shuyuan, et al
( The Third People's Hospital, Zigong, Sichuan)

[ Abstract] Objective: The effects of nifedipine on the release of amino acids and free calcium concentrations
([Ca®™]) from ischemic synaptosomes were investigated in order to explore the relationship between its protective
action against brain injury induced by ischemia and its influence on [Ca®"], as well as release of excitatory amino
acids (EAA) and inhibitory amino acids (IAA). Merhods: Ischemic synaptosome model was established by
substration of glucose and oxygen from synaptosome suspension. The release of EAA, IAA and [Ca™], from or in
ischemic synaptosomes were determined under the conditions of either resting or stimulation of 50 mmol/L. K*. Res
ults: Ischemic condition induced [Ca®], increase in both resting and 50mmol/L K*- stimulated synaptosomes.
Obviously it caused more release of aspartate, glutamate, glycine, taurine, GABA from 50 mmol/L K*- stimulated
synaptosomes than resting synaptosomes. 10 mol/L nifedipine not only reduced the [Ca* ], increase, but also
decreased the release of aspartate, glutamate, and glycine, taurine, GABA in ischemic synaptosomes. Conclusion:
The neuronal protection of nifedipine against brain damage induced by ischemia is related to inhibiting calcium
influx. However, whether the protective effect of nifedipine is related to simultaneously blocking release of EAA
and IAA needs further illustration.
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1 #MR5E7RE

1.1 4 Wistar KR, 200 ~250 g, #EtE. HEKER K
YRR PO

1.2 #&F  Nifedipine ¥ B XiEEZ T 3T T, Digitonin
MSigmar=fh, Quin-ZAM:25 Aldrich Chem Co.f= &, HE iR
MY hmE o, FRAIRAR, SVERG4E.
1.3 K&

KuboBakr-20000 T ¥ VR LAL; RF-540%% 564 Y6 6
HWHIUV-2607T W55 6 R 920 B A SN T4 =,

1.4 Fik
1.4.1 il fil

SRAZTELHRMES & HEY, Bk RER,
KErER (BEEWKRE ] mg/ml) .

B i SR AR B RS SRR A IR RO RORE,  FETSEAE3T C
WAA2 h, REFKKBFAYRMEERFET ISR, @
AR, {£37CHEFF60min (A SMHEHNSOm/min) « EHRT
BRRERERE, BFERPSHERE STREE. 5
Sh, {EBRMMAMT, BEFLREFENIMAL0® mol/L Nifedipine,
ZEEEFE E60 min, EIJyNifedipine?3Z54H.

B (AN LWE®) MAMRKS A (mmolll) @
NaCl 132, KCI 5, NaHPO, 1.2, MgCL 1.2, CaCl 1.2,
Glucose 10, Tris 20 umol/L, pH7.4.

1.42 &R [CaTHRE

Bk R RMER G, —HENE, 5—mmA
Nifedipine 10™ mol/L, 4 HI#E EHE MM &AM T RE 30
min, PAQuin-2/AMNFRRA], B % GEFE A ex 339 nm#l A
em 492 nmF K AAWEFSGE, HEAK: [Ca¥]i=(F - Fun)
/ (Fuax - F) % 115 (nmolL) 118 [Ca™1RED. H B
R 43 FIATAKCL 50 mmol/L, MISRAERIHHIEHE.
143 RERNEEREREYNRE

RMEBRFLEHRG, EHAE. BIAFNifedipine A 25
HEEAWBEFG, — A5 mmol/L KCIE 84k, — frim
ANERBUESFIAERE BXTIE. 7E9000 x gl I HEMZ (LLE
1.03) #5010 min, B EFMAIPICO-TAGE E B Z 14
R (Asp) - BER (Glu) . HEE (Gly) . 4k

(Tau) Flv -HETHE (GABA) ¥EHEE, LAWatersiiF®
BEBITHEL ANV, RAMTETE.
1.5 %itam

TR X15 Fn, B REIHTHITF L.

2.1 Nifedipinesf#k fo. 52 Ak 4k A [Ca™") 45 %R

RMAETER EFHEHREMEREFRBRTRE60
minfg, H [Ca"]5EHRMALE, #EEKERL
WAL AIEm2.1M2.245, WRABEM (P<0.05).
50 mmol/L g4 AR b B | 2 S AR il ik g [Ca™),
By B E2 9fF (P<0.01) .,

Nifedipine 10 mol/L % 5 2 %8 % 5k I i #0 Bk
SHEEERAS R RMIER [Ca 13 (4 5
B L3FI24%, P<0.05) . GEERREL

#1  Nifedipine 10™ mol/L 3 M 58 A HE S £5 5% i 4 B0

(nmol/L) ( X8, n=10)
4B 7] % B KCL (50 mmoV/L)
E#% 155.2 + 90.3*  413.0 + 123.0%*°
il 317.8+157.1 912.9+272.3%%
SRif+Nifedipine  208.6 + 33.9* 702.5 + 213.0%°

S5 bR *P < 0.05, **P<0.01;

H#BELR,AP <0.05, 22P<0.01

22 Nifedipinest &t fo K ik M RA BB R E N T
o)

SIEEE#HERMELR, REBERMERE
KE&AspHIGly, Tau, GABARHEBEWN (P<
0.05) , HHLAEAA AspiiinEx a2 (#7137
f&, HEapEmld, 1.5 mlefE) . sh&EfubEzR
A SR AL SEAA R Bt — B 1 n (AspFl
Glu¥gsgm3.04Z) (P<0.05) , {HIAA (Gly. Tau
MGABA) WM EMN A MES (P>005) .
MERREAsp, GufiTauFHBREES T EER

%2 Nifedipine 10” mol/Lad skt 52 Ak S HBLFEAAISNA (nmol/mgZEE) ( ¥ts , n=5)

Asp Glu Gly Tau GABA
#Ha E# 1.0+02* 59+06 3.1+0.8* 9.7+1.7* 1.4+02*
Breim 3.8+0.7 58+14 43104 147 + 2.4 22203
B +Nifedipine 3.9+ 1.0 6.4+12 3111 9.3+ 1.5% 1.3+02*
=i EE 6.4+ 0.7 9.9+ 0.3* 4.5+0.5°% 10.2 + 2.0* 2.7+£08°
B 11.6 +1.3° 17.3 £ 1.5 56+1.1 159+ 1.0 3.5+1.0
B + Nifedipine 7.0+ 0.6* 10.1 + 0.9** 2.9+0.4* 10.8 + 1.0* 2.5+ 02%

*P<0.05 SERIMA SRS, “P<0.05, ““P<0.015#BME LR
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A RS (5% m1e. 1.7, 164F, P<
0.05) . HEEHEMR (GlyMIGABA) (R E N
IEHEEREMER, BLTEEE.

Nifedipine 10* mol/L BH 5 4l &% B 25 i 1f; 23
il K IAA TauFIGABA R R (WD 1445, P<
0.05) , [FIAtEERARSRAT A B 28 fil {4 4%
MRERBEHMIEM (Asp. GluFiGly. Tau,
GABAJ A B K 1.44%, P<0.05) , ZEEpFE2,

3 % i

PGk 1 5RECRT, BERFEIE, ATPAZSL, HA4h
KR BEF S, 5185 M AR EAA R REROY
m, EEERATHEKZE, FEZETENET
WEFFRK, Ca™. Na'. Crfk#t AQIKN, 51ES
A Z TP AIRIE . I [Ca™ ) K BN, & W
REMMZTIETS, R, KRA[Ca™] I & X aT{E
SER AT B GluRE S I i EX EEWHRE,
PRI, kA EHF (KCl50 mmol/L) ZA%k
AR A T I B PR I Y B &k . ARSEE
Mg RMARMAEM[CTREHERAT, BHE
WAL MERE, SUERS—8 #ERE
T KBRS il A RE R AspFITAA I B 3% i,
HAsptginEBE, B ARG, EAA (Aspg
Glu) Rk Er—A 18, ZHE[Ca™] 1 MFIEAA
H BT o R M B R 5 Y E IR R A, [F BT
IR BA Bk I B BCIRAS T, EAA R Glug = A ¢
ENFEEER. RO KRH, 1AA, WiTay,
GABA S7E fiih il YA B R M 2R ER . 9145
IWHIAATFTRER — A INTEME R R 2R 77, L
FREEBRARERKBENEEENHR
FU, PRRGREN, SUllRIA S EAARY &
i, W EIAA (Gly, Tau&GABA) KRR IR
Brgim. B, sePR R4 4SS, FRIBEAARE
B, [ERT S IA ARE iR B &.4% fin ) 25 4 W] BETE Sk 1 BX
HARGWRIP T HEREESE L. BRHEAAR
MEEIRBHRE T E RS HERE (4
GlyMIGABAZ{& ) B G EMBIEHRCL N
WA *P. Brg R Nifedipine f 2.3 M R Bk B #%
BRERARS TIAAK R, BEMHEESX
EAAW—Z, Bk AE¥, NifedipineXxJEAAFIAARE
T B9 2 il 7E i Bk 1 B0 4R R 9345 5 TR AR I ME R
B, FTRESHEXTEMMEIEREX.

HarAN, FEfgk s, MRnNSaEE

METTHT N EERER. EAAFKE, #shH
AR TR AS B FIEAA AR AL F B R AR P 45 18
EFF RO AR P Ca™ S P S EER A", Nifedi
pine;& — St AE K L- A5 EFH AR, FEELW
il B P AR P A I TRV E A, B sk M4 T 3
S5 gy, Axsgibdh, Nifedipine 10 molVLA{E # &
5ERACRSEUm S A&k (Ca™ ] B EF R K, X2 H
Fii S AR AR TR E ST TE . T [R] B S AR AR IS
EAAREBOIR B WD, X 6E -5 HFE W e AR
PEEIE G, FHIE TSR MEATTESREE X .
{ENifedipineXfEAARIREH 2B H H R MHITER |
HIAARRHI X R RE MR — P LRIEE,

2 F X ®
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