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Determination of catecholamines in plasma by high performance liquid
chromatography coupled with fluorescence detection
Zhang Xigoping, et al
Department. of Central Laboratory, The College of Sciencese Medicine Chongging

A sensitive fluorimetric method for the determination of catecholamines in human plasma was described.
After liquid—liquid extraction with diphenylboric acid 2— amincethyl ester, the catecholamines in plasma are
converted into the corresponding fluorescent compounds by reaction with 1,2— diphenylethylenediamine in
aqueous acetonitnile. After being isocraticly cluted by a methancl buffer solution, these compounds could
completely be separated with 16 minutes on Shim—pack CLC—-ODS column, and with 10 minutes on Waters
Nova—pack C" column. The limits of detection were 10 fmol for norepinephrine, 10 fmol for epinephrine and 12.5
fmol for dopamine respectively. -

KEY WORDS Catecholamines, 1,2— Diphenylethylenediamine(DPE), Precolumn derivatization, High
performance liquid Chromatography — Fluorescence detection (HPLC— FD)
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The effects and mechanism of ADM on cardiac hypertrophy in
LLNNA —induced hypertensive and cardiac hypertrophic rats
Zhou Lan, et al

Department of Pathophysilogy, The College of Basic Medicine

The purpose of this study is to investigate the effecta of adrenomedullin (ADM) on cardiac hypertrophy and
the loss of myccardial sarcolemmal vesicie(MSLV) MNe—Ca exchanger in LNNA(via chromic nitric oxide

blockade)—induced hypertensive and cardiac hypertr
g. ventricular index(LVI) of LNN

pressure (MAP) and le

hic rats.The results show that:l,the mean arterial
group have increased by 57.4%and 18.0%reapectively

aver that of the control(P<0.01) . but ite MBLV calcium uptake is lower than the control{P<0.01 or 0.05);2,the
MAP and the LVI of ADM group have decreased to 80.4 %and 88.7 %of the LNNA{P<0.01),its calcium uptake
rate of MSLV is higher than the LNNA{P<005); 3, the difference of Km of MSLV Na—Ch exchanger among
control, LNNA and ADM groups is not obvicus (7,51,7,04 end 7,67uM respectively),while the difference of their

Vmax is great: 6.38,4.32 and 5.45nmol/mg

/min respectively.These resuga aug

est that ADM has antagonism to

cardiac hxgcrtmphy and that ADM can alT;vmbe the ioss of MSLV Na—Ca excianger induced by LNNA and the

effect of

M may be one of the mechaniams of ADM te antagonize cardiac hypertrophy.

KEY WORDS adrenomedullin; Hypertension and cardiac hypertrophy; Myocardial sarcolemmal ves-

icle(MSCV); Na— Ca exchange (r)
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