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Fig 1. Changes of blood pressure after iv m-—
nisoldipine and nisoldipine in anesthetized dogs.
X+SD,o, solvent; e, 71 ng/kg; x, 3 ng/ke,
*p>0.05, **p<<0.05, ***p<C0.01 vs 0 min,
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" Tab 1.

Changes of hemodynamic parameters (sum within 30 min) after iv m-nisoldipine and
nisoldipine in anesthetized dogs, + : increase; - :decrease, X--SD. *p>0.05, **p<C0.05, ***p<C0.01
ys solvent control; 1p>0.05, !'p<0.05, !'p<0.01vs nisoldpine; §p>>0.05, §8p<<0.05, §$38§p<<0.01
vs SBP, Number of dogs in parentheses.

Parameters Solvent control m—msloldipme (p.gs/kg) nisoldlipine (p,g/;(g)
- o ) L ] PR R 3
tt ttt e TE]
SBP(kPa) ~0,7+0.7(15) ~0.5%0,7(12)  -1,3+1,2(14) —1.1+0.9¢(10) —2.0:1,6(14)
83 xR LR X3 E 2 X ]
111888 ) 1 §§ § §
DBP(kPa) -0,3-£0.5(15) -1.4+£1,1(12) =2,5+1.3(14) -0.9%£0.5(10) —2.3+1,2(14)
* * *
X ttt t T ann
HR (beats/min) —-4+5(15) 0£6(12) -9411(14) -7E7(11) -124+14(14)
LR}
. t IEY) Yex
IMVO, —-888+£1085(10) —1085+984(12) ~242941708(14) —13892-1091(5) —2978--1889(10)
LR R LR R ]
ttt t . L]
TPR - 253+405(10) ~794+553(5) —981+720(10) ~270-188(5) ~7764812(10)

(dynss.cm-3%)

CI
(L.mm-!.m-2)

—0,0840.13(10)

LR R}

tht
+0.2840.21(5)

LA R

th
+2,24:2,3(6)

sy

Tt * »
+0.274+0,28(10) - 0.11£0,16(5) + 0,06+£0.,28(10)
ses

W

t
+3.0£3.5(6)

]
SI +0,3+21.3(10) +0.6+2,2(5) +5.0:£1.1(10)
m1l/(stroke.m-2) . .
dP/dt,q.(kPa)  +4.5+5.6(5) +862(5) —26:£86(5)
SBP,: Systolic blood pressure. DBP: Diastolic blood pressure. HR: Heart rate.
IMVO,: Index of myocardial oxygen comsumption. TPR: Total peripheral resistancc. CI: Cardiac index.

SI: Strokc index.
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Fig 2. Effects of nisoldipine ( Nis) and
ni-nisoldipine ( m-Nis) on coronary, vertebral,

femoral and renal artery resistance (CAR, VAR,
FAR and RAR respectively)in anesthetized dogs.
The numbers in each column represent the number
of dogs. X-=SD, *p>0.05, **p<(0.05,***p-:0.01
vs the same dose of Nis, 'p>(.05, m-Nis 1ng/
kg on CAR vs the same dose of ni-Nis on FAR;
tp<(0.05, m-Nis 1 ng/kg on VAR wvs the same
dose of m~Nis on CAR and FAR, Ip>0.05, m—
Nis 3 ug/kg on CAR vs the same dose of 1m—Nis on
VAR; *1tp<0.01, m-Nis 3 pg/kg on FAR vs
the same dose of m-Nis on CAR and VAR, §§p
-20.05, Nis 7 pg/kg on CAR vys the same dose of
Nis on VAR; §§§p-20.01, Nis 3 ng/kg on CAR
vs the same dose of Nis on VAR and FAR,

4. % sk 4 (RAR) iv lug/kg)g,
m-Nis %} RAR A1 & sE 0 Nis {V 7F 5 min {§i
RAR [ % 0.4 +0.3 kPa(n =5, p<(0.05), iv
3ug/kg 5 min, m-Nis % {{ RAR 1.0+0.8
kPa(n=5, p<(0.05), ff %4 25 min; Nis Jlij7E
3min I [%{¢ 1.040.8 kPa(n=5, p<{0.05),
Hp4: 2 5 min, iv m-Nis 1pg/kg |5 30 min [
RAR JA W16 55 2% 7t Nis 1) 52291, {3 iv
3ug/kg i 30 min, m-Nis fr3% RAR F (% {8
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iv ZE A A AU LA A i R 356
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LB ¥ 5k 2 F VAR(P<<0.05 }% 0.01), Nis
3ug/keg Jri CAR {iFefRfdl B 3% KT FAR
(P<<0.01), XFWI Nis it 75 1 =k 3ue/kg 3
WY TRk, 153k IRE O — 8 (Hom-
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Wk iy sk e 53 F b . M K Bk,
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Effects of m-nisoldipine and nisoldipine on hemodynamics in

anesthetized dogs

FU Shao-Xuan, LI Yun-Shan, JING Chun- Jm. REN Lei-Ming
(Department of Pharmacology, Hebez Medical College, Shijiazhuang 050017)

ABSTRACT m-nisoldipine (m-Nis), isobutyl
methyl 1, 4— dihydro-2, 6-dimethyl-4— ( 3-
nitrophenyl)-3, 5-pyridine dicarboxylate, is a
new -calcium antagonistic compound, first
developed in Department of Organic Chemis-
try, Hebei Medical College. The hemodynamic
effects of iv m-Nis have been evaluated in
anesthetized dogs in comparison with those
of nisoldipine (Nis). The decrease in systolic
blood pressure and heart rate by iv m-Nis
3 ug/kg were less prominent than that by
the same dose of Nis. While the diastolic
pressure and index of MVO, were reduced
equally by both. m-Nis 1 and 3 ug/kg iv
increased the aortic blood flow, however,
Nis in the same dose failed to do so. The

fall of total peripheral resistance by iv m-Nis
1 ug/kg and increase of cardiac index
by iv m-Nis 1 and 3 ug/kg were more
significant than those by Nis in the same
dose. The decrease of coronary and femoral
arterial resistance by iv m-Nis 1 and 3 ug/
kg were equal to that by Nis, and decrease
of vertebral and renal arterial resistance
by m-Nis were more remarkable than that
by Nis.

KEY WORDS m-nisoldipine: 'nisoldipine
(o-nisoldipine ); hemodynamics:  vascular
resistance; coronary vesscls; vertebral artery;
femoral artery: renal artery



