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Protective sction of sophoridire on scute myocardial
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ABSTRACT The effects of sophoridine on acute
myocardial infarction induced by ligation of left ante-
rior descending coronary artery in 16 anesthetized and
open—chest dogs were studied. Treatment with
sophoridine 20 mg+ kg~ v reduced the size of
myocardial infarct 6 h afier ligation and lowered the
clevated plasma levels of lactic acid and pyruvic acid
15, 30 and 60 min after ligation. Sopheoridine also
lowered the activity of serum CPEK &0 and 120 min
after ligation and reduced TXB, and increased
6—keto—PGF,,. hence the  metabolites  of
PGI,” TXA, ratio after ligation was increased,

Electron microscopy showed that sophoridine pro-
tected mitochodria of ischemic cells.

These results indieated that sophoridine showed
protective effects on acute myocardial infarction. The
beneficial effect on PGI, /7 TXA, and mitochodria
scems to contribute its protective action.

KEY WORDS sophoridine; myocardial
infarction: prostaglandins X: thromboxanc A,;
electron microscopy: 6é—ketoprostaglandin F1 alpha
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MATERIALS AND METHODS

Boa Sop ATHEMHMI R, &
T b B — B ] B 5 Sop 10 mg (2 ml) / %
#.

BEdEhPRARBRRESERELE
it B E e SIS, BT
{88 & 5801-LS 3 4 [N % 3 2 {¥ (Beckman
Company).

LEEF SEEMHRAI6H. 2357
¥, AE 124+SD 1.2 kg, REHRE 30
mg kg iv §iFE, SEEE FRIZAS
KiEN, #m po, 10.5-15 kPa, pCO,
4.5-6.0 kPa, pH 7.4-7.5. Z- B ahBkIE S Wl
mE. #shBkEEEAE 1019 kPa. ZBEAR A
HEENDBERSHER. £E0% 5hE
FEH, Fienfr WE S A AR S AT RE
(LAD)E®, 7 3¢ b O ULIEFE LR,
HHERBRiT—CRBEEHRBREAEE
(U BREREAWCHEAMKITE, &
Ji e HR 7 RM-6000 X [0 58 A F40 3 {3
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ISP A B AT BE,. n=8 Sop HE
LAD ##L/5 3B Sop20mg « kg™’ iv, $min
AESSEE: XTRAMNS TEHEEAEREK,
4=42TA] Sop 4H.

L PME A LAD HILWTELEILE
15, 30, 60 X 120 min A FRER MW E
(1) MFEAREFER: (2) Mm% CPK:

(3) Mm%+ PGL M TXA, W{LHAE™Y
6-Keto—PGF,, #l TXB,. 6—keto-PGF,,,
TXB, 3 RIA {#E59,

REBTMIK T LAD IS 4hEEHE
VEER ik 11 PR 5E IX oG O 2R F O AER EEF
BT, 7 LADSILG 6 h TR, &
W SR A A A 2 T U R (NBT).Co BE 3R A B
0, SRl RFEX AR, JEEm OB
e, WERESRFERFFE, FF_H52S
EZEEHRN%.
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RESULTS

Sop WM FE. ARMRAELN CPK /)
KM ARIWHAEREMN CPK. HE. ARG
FXER. LAD £3/5 30. 60 5 120 min,
#Hi#® CPK % LAD £¥H¥WHA&. W

LAD %355 60 % 120 min B}, Sop ZHH
CPK M %t 8K, P<005(Tab1). LAD
£E LIS 15, 30, 60 J 120 min B, P A4
BE R IMBS 4 8 LAD £ 4LAi A+ &: W LAD
ZEHJ5 15, 30 F 60 min Y, Sop AN LB K
P BRI R 0 R4 {6, P <0.05 (Tab 1).

LAD £ fLAf 1 % 6—keto—PGF,, #
TXB, RERNEH 7 LAD HILEEENMm
% 6-keto~PGF,, Z#i 7 . BWE7E 60 min
. 7 LAD #FL/5 30, 60 A& 120 min A,
Sop f ) 6-keto—PGF,, L % BB 44 & ,
P<0.05(Fig1). Z£ LAD L5 AN mE
TXB, #t LAD 5L ZE# Fr &, & LAD %
#L/E 60 F 120 min B}, Sop AR TXB, E ik
st B, P<0.05(Fig1). 7 LAD %35
M1 % 6~keto~PGF,,/ TXB, = W {4 & ¥ &
£, % LAD &3L/5 60 min HWEHE. #
LAD % #, /& 60 min B % H #H
6—keto~PGF,,/ TXB, 2 L {45 L8 T K¢
63%. Wi Sop H{¥ F# 26%, P<0.05.

MEEZEOCIEREERMEM G NBT
ReEXBR, %3 LAD S 6h, JRAEALEE
SELEEFERE % 18.6+2.5%: T Sop HRX %
9.0+ 0.6% (P <0.01). iU Sop BAEFHEI
g 2L R X NS e i E: B

RIBTE XEDRHEAT HERE, W

Tab 1. Effects of sophoridine 20 mg * kg™ iv on plasma lactic acld {LA). pyruric acld (PA) and serum creaiine
phosphate kimsse (CPK) iu coronary venous blood after ligation of left anterlor descending coronary artery {LAD).

n=g, x+t8SD. “P>0.085, ""P<0.05, "“"P<0.01 rrpreligation: *P>0.085 “P<0.085 TP<0.01 vroon-
trel.
Before After ligation (min)

Group ligation k1] &0 120
CPK Control 98+ 36 11637 140+ 35" 175+ 35 184+ 30°""
au-m™) Sophoridine 90 £ 37 112+35* 138+ 36" 14338 140 31"
LA - Control 206+ 76 391 £332°° I 43" 421+ 52" 288+ 647"
(ug - m™ Sophoridine 192 + 68 M ST 2531367 2712437 279x ST
PA Control 146+ 48 33926 Mizare- 349+ 33" 221+ 417"
ug~-ml™ Sophoridine 140+ 52% 184 34 184+ 397*H 208347 208+ 137



http://www.cqvip.com

!

R
.I - J | -

o o}:’__-l/_"\‘*—- .._*___‘]‘

Xl

h—ken.-["l_'.l-“ e e

ll“"llr

/|\
N
l I /1)"# ’

I%\B ‘|‘;' -l !

Fig 1. Eilects of sophoridise (@ ) om 6 keto—
PGF,, and thromboxame B, (TXB,} in coronary
venows blood after ligation of left apterlor descending
coromary artery. a=8, x £ SD. 'P>0.05,
*"P<0.05, *'"P< .01 vscontrol (O) .

FHEANLAFHBRMEELR. BTFREHEER
WG LAD J§ 4 b S SR FELL b Coo0 1 BE
TV EHPIEE . W, SN E R
B, MEHE, SHFEH, XARENTEIEL
T A, Sop AU EEATHE
B, MLV AR R LA R E
I¢({Fig 2, plate 1).

DISCUSSION
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Effect of o—difluoromethylornithine on sporogony of
Plasmodium yoelii

HUANG Fu—Sheng, WANG Xing—Xiang
(Department of Parasitology., The Third Miiitary
Medical College, Chaongging 630038, China)

ABSTRACT The effect of a—difluoro—
methylornithine {(DFMO) on the sporegony of P yoelii
was studied by clectron microscopy. DFMO sugar
solution was fed to ¥ mosquitocs. Scanning electron
microscopy (SEM) revealed that the oocysts werc
smaller and the surface of cocysts was uneven as com-
pared with control Jransmission
microscopy (TEM) showed that cytoplasm of the aF
fected  oooysts  contdined vacuoles and the
multitlamellatc structures increased, The number of
matnix cavitations and dcformations of mitochondria
increascd Nuclear membrane was damaged. The
number of autophagocytic vacuoles inerecased. The
mcmbrane systern was markcdly affected.

elcctron

KEY WORDS antimalarials: e—difluoromcthyl-
orntthine;  Plasmodium yoelifi  Anopheles stephensi;
electron microscopy
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thine, DFMO}Z & Z &8 ¥ (ODC)HE LY
MR, REEERENES S, ECIEH
EOMMLT TR, FEIT NN TH AN
VR prE, EURER TR ZHED.
A~ (R e 21 F1 30 LT 09 W00 SR 088 A 0D, T
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MATERIALS AND METHODS

21 BE IR M (Plasmodim yoelil) BY 265 ¥
REF MR s/ E MG — 0, 7§ 5wk HEE
—. BN AT, KE 16
+SD 2 g, HFERTES (Anopheles stephens) Hor
e, EHISE

DFMOQ (MDL 71, 782A, eflornithine
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