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Effect of captopril on platelet cytosolic [ Ca?* ];
and plasma TXA;/PGI; in renovascular
hypertensive rats

WEI Xiang-Rong' . HU Lian, DU Jian'
{ Departmemt of Cardiology, Zhgiong Hoespiwal,
Guangzhou 510282, China )
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AIM: To study the effect of captopril ( Cap) on
platelet cytosolic free calcium  concentration
([Ca** ],), platelet aggregation (PAg), and plasma
TXA,/PGl; ratio in the renovascular hypertensive mats.
METHODS: Blood pressure was measured once a
week by tail-cuff micropbonic manometer.  Platelet
[Ca* ), was measured by Fura 2-AM. Plasma
angiotensin Il ( Ang), thromboxane A,(TXA;), and
prostacycline { PGI; } were measured by radio-
immunoassay. RESULTS: Platelet [Ca** |, and PAg
increased ( P < 0.01), while plasma Ang and TXA,/
PGI; ratio elevated ( P < 0.05) in the renovascular
hypertensive rats; platelet [ Ca’* ]; and plasma TXA,/
PGI, ratio reduced markedly after ig Cap 100 mg- kg ™!
+d~! compared with saline for 2 wk. CONCLU-
SION: The altered TXA,/PGI, after Cap treatment
contributed to the improvement of the platelet [ Ca** ],
and PAg.
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MATERIALS AND METHODS

BRI wistar KR 26 N(HHEE, THIES:
M2, MAR—FEXFEERRAHH L), R 12wk, T
FEE, HEHIO-200g. HTHA: FRHE 20 B(HHE
Hypertensive 21 6 5. Captopril #1 7 H . Saline #1 7 2. 85
Ao 8. HHEEHRE, AEOUK, L1210, LW
F. KXBRRELEME p-kg™’ . ip BREE, HWIFHE, F
BHEDORFETHRR S mBE(EHERHERBEN,,
FFEY, #5010, XRXOmEMSERE CRSITR AR
I A% (R HE R LA IR X REEF R E PR R
WIE™ . SR, TRE10E, AFHHEEM, i
HEELE -0CHEEFFM .
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100 mg kg~ " (FHMEBAT, GERHM. AFBVS %, £H
HAREIER., X1 0, EEERE: SR4U 84
EhK S5 mL-kg 'EMH. WEMmMEEL., FH—K.
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WK, mMA e ETF(ADPIE RS A (KL EE S
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R ARCa? ] 89ME T AW K (340-380 nm)
PEHEE', 545 75 M Fura 2-AM ( Sigma) £ 86 1 /D #2748,
RN A CaCl 1 mmol L', Triton X-100 0.1 % ! egtazic
acid 3 mmol-L~"', F RE5000 2% 6 7 £ £ BE3H{ H % Nihon
Konden 2-TH) 5p B M Al . &K, B awit .
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RESULTS

WRELTHL FREKEES 4+ BETEHR
ERMAE(22.1+1.5kPa vs 14.7+1.9 kP» n =
20, P<0.01); BFARMAKEMEF RG0S LH
BEWH(14.7£1.3 kPa v 14.1 1.6 kPa, n =6,
P>0.05).

E-kEENEHROEXESEBTRK
RUALE . ML TXA/PGL FH({ P <0.05), Ml/v#k
WICE* ], K PAg REME(P <0.01), M MHE
Ang KEH{P>0.05) (Tab 1).

Tab 1. Levels of BP, angiotensin [ {Ang), TXA,/
PGIL;. platelet {Ca’* };, and platelet aggregation [ PAg)
in hypertensive rats. n = &, * * s. %P>0.05,
YP «0.05, P <0.01 s sham,
Sham Hypertensive
SBP/kPa 16.0+1.5 20x2 0
Ang/ng-L.-? 400 + 100 470 + 107"
TXA:/PGL, 26206 4.2z1.0b
(C2** ], /nmoi-L.~! 92+ 26 280+ 47¢
PAp: % Rat 53 02+ 13°

Cap 7¢ & % F% fif i1 FE M H, M3 TXA,/PGL
REREM(P<0.05), B KA [CL |, & PAg
W RFFEK(P <0.01). Cap #TM3K Ang L E W
{(P>0.05) (Tab 2).

Tab 2. Effect of captopril on BP, angiotensin 1
(Ang), TXA,/PGL, platelet [ Ca®* ];, and platelet
aggregation (PAg) in hypertensive rats,. n=7, ¥+ 5.
P> 0.05, P<0.05, P <0,01 vs saline.

Saline Captopril
SBPkPa 21.9+2.0 7713
Ang/ng L1 350113 310+ 115*
TXA,/ PG, 41x1.3 2.8+1.4
[Ca**],/nmol L~! 280 +33 170 £ 41°
PAg/ % 60+ 10 3645
DISCUSSION

KELBR7: F EBY MESEHmEK
ML TXA/PClL, SIEFAAHLEETE (P
<0.05), M/ R[CE* ], R HBERLHIHT
(P<0.01), FHEMEERMEKBAZEDDER
A Ca* B TXA/PGL, Rt R, SXEMmEME
{ﬂLg‘ll)]-

Tab 2 B 7~ : Cap £ & F B4 0 FE RIS, M
Ang TR BTk, M3 TXA,/PGlL, B EREK(P <
0.05), MEMmM/h#&k[Ca ], A/ REEELE
EHE(P<00l). - B - LEBHEONEAXRE
WE 4 F) MK E Bk Ang A F 78, 121389
(F8-12 BA)MEAKFBFEH, HEIHK Ang
PRTHEXFEY; WH Cp BRERRS RS
BERFEEFEADHES . HRE Cap BIE
i /i B T RE A5 e A i AR TXA. B9 4E B HF
70, AL st R Cap B MOEHES MAE K
Bl R [Ca® ], B MR R E R S Hag &%
TXA,/PGL, LHEH X,
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Decrease of cAMP and increase of amino acids
contents in mouse brain after dihydroetorphine
tolerance!

CHEN Ming-Hui®, LI Qi-Song. SHEN Yu, MA
Hong-lian, ZUO Xiao-Jie ( State Kev Laboratory of
Medical Neurobiology; Department of Neurobiology
Schoo! of Basic Medical Sciences, Shanghai Medical
University, Shanghai 200032, China )
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AIM: To study the mechanism of dihydroetorphine
(DHE} tolerance. METHODS: DHE tolerance was
produced by repeated sc injections in progressively
increased doses to mice for 8 d. The concentrations of
amino acids and cAMP were detected by RP-HPLC/
fluorescence assay and radioinrmumoassay, respective-
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ly. RESULTS: The basal contents of glutamic acid
{Glu), aspartic acid (Asp), and GABA in whole brain
{ cerebellum removed) were increased respectively from
14.1+2.1, 3.0+ 0.4, and 1.8 + 0.8 pmol/g tissue
in control mice 0 17.2+2.2, 4.1+0.6, and 3.2 £
1.0 pmol/g tissue in tolerant mice, and the rates of
increase were 22.0 % (P <0.05), 36.7 % (P <
0.01), and 77.8 % (P < 0.05 w control),
respectively. There was no significant difference in
the basal coments of Gl, (5.1 £ 1.0 »s 4.5 £ 1.7
pmol/g tissue of control). The basal contents of
cAMP in hypothalamus and striatum were decreased
respectively from 271 + 38 and 189 + 31 nmol/g tissue
in control mice to 96 + 15 and 65 + 21 nmol/g tissue in
tolerant mice { P <0.01), and the rates of decrease
were 64.6 % and 65.6 %, respectively. There was
no significant difference of cAMP in cerebral cortex
{72 £ 20 ws 55x15 nmol/g tissue of control ).
CONCLUSION: The increases of Glu, Asp, and
GABA in brain and the decrease of cAMP in
hypothalamus and stdatum were involved in DHE

tolerance .
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