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EfMecta of furyl—dihydropyridines I om lipid peroxides of
tschemic myotardlum and ATPases activity of
eryvthrocyte membranes in rats
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ABSTRACT Acute myocardial ischemia and
meperfusion in rats increased glutamic oxalacetic
transaminase (GOT). non—esterified fatty acid
(FFA). malondialdchyde (MDA) content.
Furyl-dihydropyridines 1 10 mg » kg decreased the
release of GOT, FFA, MDA of ischemic
myocardium, and prevent ischemia—reperfusion
arthythmia.  Furyl—dihydropyridines I increased
Na, K-ATPase activity and WN-—acethylneuraminic
acid (WANA) content of erythrocyte membranes, in-
hibited Ca—AT Pase activity of erythrocytle membranes
in rats. The results suggested that the mechanism of
protecting the ischemic—reperfused myocardium might
be associated with the inhibition of cellular lipid
peroxidation and Ca—ATPase activity of c2ll mem-
branes.
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Furyl-dihydropyridines I
MATERIALS AND METHODS
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2,6—dimethyl—4—furyl—14—dihydropyridine—
3,5—dicarboxylate. furyl-dihydropyridines T}
Tl [N A F Y FTFANIEIE R 2.8
AR, STRE 200 mg 255 ook i 80 0.2
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kg™ WA EM 0.2%0 B A Mk (A
). Smin 5, HAEKBAEDIRSKATREF
h, BE#E 30 min, ¥ Smg- kg’ vk
EF, O WEECIL 3 ml, 3000x g BT 3 min 5B
m3. M Mustistat— I8 & & sh £k 5%
(EH)., Pz GOT F#., GOTHAMEHEE
[E Instrumentation Laboratory ™54 F#E L
ELiE RGO EPE MK MDA & &
ALEESy 2 £ =508, HEEHL
ERLCEE QN E nE FFA 4.

TERBHNEY RELZH35mg-
kg™ iv BRERA R, 450 iv sk EnEmE 1A
FHEF 02% M BAEREEA, 150G, FR
Smg -+ kg™' ivHE., OUEEM 2 ml, 3000x
g B 2min, FMER, OHMKA Tris—HCI
50 mmol « L™! # EDTA 1 mmol~ L7 &5 4
HEK(pH 7.4)8E 3, MW 3000xg B.0 2
min, SRF 110 RSP RS
AH Y B Tris—HCl 10 mmol - L™ 28 ¥,
BIBMHED. 9000xg B 20 min, H#E
FMLEAMN LFH. B A Tris—-HCL 10
mmol « L™ % 3 %, BRay483) 3 A6/ 448
MAE. B Trs-HCl 50 mmol~ L7 #E rhig B
REMHESR, —20CF5.

Na, K—ATP EHATE ATP W
fif ATP 4385 ADP M8, Holid s M
RTHEEEOBRNED, K ATP AR
#. R E ¥ 5 & # 200 g, Na, K,
Mg~ATP B§ % B & # & (mmol- L) :
Tris—HCl £ s # 50, NaCl 10, KCI 20,
MgCl, 5. ATP 0.5 % 80 ul 41 40 MR B 4 .
Mg-ATP B £ B £ % & (mmol- L)
Tris—HCl & rh # 50, MgCl, 5. ATP 0.5,
ouabain 0.1 l 80 ul LA RINB . H BRI
EHEATH. ERMIA ATP FiR. 37Tk
WRE 10 min 5, A=-EMREALRE, #
TMBTEHEORNBEAS Na, K,
Mg—~ATP B W& ¥2 8 & Mg-ATP BEE#H N

Na, K-ATP BgiEtE. B Bl{umol P)) « (mg
protein * h)' .

Ca-ATP EFEHEAE EFFEF Na,
K—ATP B#, K A# S 200 ygl, Ca—ATP
PR IR B 4 4 (mmol + L™ Tris~HCI 2 sh i
50, CaCl, 10. ocuabain 0.1, ATP 0.13 B 4T
YA B PR 80 pl, B CRETEYER REAH.

TR N-Z RS EB(NANAYES R
HBME B 200 ol AHBBEEH N 125 pl
H,80, 25mmol« L™, &%), 2%E, BHK
P03 1 min, WOK¥HE, 00125 pl STHER
#, 37C 10min, FHFIFETMA 200 pl IF 5 B8
£ 25 mmol + L7, 1 ml A E b ZE 100
mmol + L' #84], HEBW A PME 8 min
&, WKAKEH, BhA1S5ml Z -Fma PR
5, 4000x g B0 20 min, IR -7, B 72
BRIk, R 549 nm,

RESULTS
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Tab 1. Effects of faryl—dihydropyridines I (FD¥P I} om
glutamic oxslacetlc transaminase (GOT)
pon—esterifled fatty acid {FFA), maslondigldehyde
(MDA) comtemts in plasms sfter scute myocardial
lschemic amd reperfudiom (AMIR) m tats. n=§, x 2
SD. """P<0.01.

Groups GOT FFA MDA
(fTU-L™" (mmol«L™") (amol-L™
Control  89x 22 0741019 0.71x0.12
AMIR  BO6X 171" 1.42102%"" Lld4tg18""
FDPI 200707 0.96x0.16'"" 0.78+ Q08"
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SRS HAHLEAB AR (n=6, P<0.01,
Tab 1); BM§ S MEDE 110 mg« kg™’ AT {§
FFA. MDA 5 EWR TR (n=6. P<001,
Tab 1R 23 3% 25 BEHT A BLC LAk 1 ) 7 i 4
1A .

WpGhm BN ERER WA
HAAXRAERAER, ECG 2 S-T-T Rk
B, ERAEARS/6, BH1/6, BHEE
JG, HEEARE, B B £8. ¥
W, BEWMEERFINNG6/6, 5/6F2/6;
vk AR Omg- kg' /5. BHE
R BBk, LA ENEERMNO/6, W
HEVEZERE P A SN 0.005 1 0020 (
X BAWE, ¥B, FHEAH P<0.01 Fi
005, n=6), VHHEZAEHBIBRM. M¥ME
kB EL.

FLLCABREE ATP BURERIR  nhng —
2 I 10 mg- kg' & BB A B Na,
K-ATP B &H £ A B (n=6, P<0.05, Tab
2), Ca-ATP BBIEHE T R (n=6, P<005,
Tab 2).

Tab 2. Effects of furyl-dihydrapyridines 1 (FDP I} on
Na, K—ATPase, Ca—ATPase activity and N—acetyl—
neuraminic acid {NANA) contents of erythrocyte mem-

brane {m rats. 2=6, xtSD. °“'P<0.05.
Na, K—ATPase Ca—ATPase
Groups (umol+P)  (umol-B) NANA
~(mg-h)'  simg-n)t FETTE
Control  0.21+0.08 0871016 47.5+47
FDPI  0.36+0.17" 0651012 562+59"

FIELEAPREE NANA S RN Sl —
ZThkeE 110 mg- kgt BB K B AT 40 B R
NANA ERFAE(r=6, P<005 Tab2).

DISCUSSION
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Effects of pamaxadiol and panaxatriol saponins on ac-
tion potentials of normal and xanthine—xanthine
oxidase damaged cultured myocardial cells
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ABSTRACT  Wistar rat myocardial cells were cul-
tured. PDS 20-80 up- ml™; PTS 1.25-20 ug-
ml™' dose—dependently decreased their action poter-
tial parameters, indicating the possibdity of being
concerncd in the blockage of Ca channel. After the
frec radical damage was induced by xanthinc 0.42
mmol » L' — zanthine oxidase 5.3 nmol- L7
{(X—X0). Al the action potential parameters of the
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cardiac cells decrcased without exception. Both PDA
and PTS antagonized thc elecirical appearance of
membrane damage induced by X-XO, suggesting
that both PDS and PTS protect the myvocardial cells
from oxidartive damage.
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ME HEHF Wistar KELEMCHLAM. PDS
20-80 g - ml™h PTS 1.25-20 pg » ml™ {EH 50 FE
(IS WENREEERE . BTk EE S
Fk. MBS 0.42 mmol - L' — 2 PSS 1L BE 5.3
nmol + L™ (X-XO) %% 5 HEHEE, CIMESE
el S —FM]~. PDS, PTS HHRIENH X-X0
BB B 5 ik AL, {277 PDS. PTS Thi-ALim
R EERGH R ER.
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