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Tab.1 Changes of RV/(LV+S), RV/BW in the 3 groups
( n=8, MeanxSD)

Group RV/(LV+S) (g/g) RV/BW(mg/g)
Normoxic 0.24+0.03 0.48+0.07
Hypoxic 0.37£0.04* 0.73+£0.08*
CsA-treated hypoxic 0.25+0.03* 0.51+0.07*

*P<0.01 vs normoxic group; *P<0.01 vs hypoxic group. RV: Right
ventricle; LV: Left ventricle; S: Interventricular septum; BW:
Body weight
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R 2 CAMBREXRELED CaN FiER KM (n=8,745)
Tab.2 Effect of CsA on myocardial calcineurin activity of the
right ventricle of rats with chronic hypoxia( n=8, Mean+SD)

Group CaN
Normoxic 0.96+0.24
Hypoxic 2.291+0.49*
CsA-treated hypoxic 0.99+0.23"

CaN was measured in p.mol in equivalence to phosphate per gram of
myocardium. *P<0.01 vs normoxic group; "P<0.01 vs hypoxic group.
CsA: Amlodipine
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Tab.3 Effect of CsA on plasma levels of ET-1, NO,
iNOS in rats with chronic hypoxia ( n=8, Mean+5D)

Group ET-1 (pg/ml) NO (umol/L) iNOS (U/ml)
Normoxic 4.80+8.56 11.05+2.37 11.92+2.59
Hypoxic 96.97£10.10* 4.58+1.40* 5.04+1.53*
CsA-treated

: 46.19+8.63" 9.98+2.41"  10.82:+2.44
hypoxic

*P<0.01 vs normoxic group; "P<0.01 vs hypoxic group
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