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Effect of Nicorandil on the Chronic Air Embolism - induced Pulmonary Hypertension and Pulmonary Vascular Remodeling in Rabbits. Bao
Ligang ,Qu Baiming ,Wang Haipeng. Zhejiang University of Chinese Medicine , Zhejiang 310000 ,China

Abstract Objective To investigate the effect of nicorandil on the chronic air embolism induced pulmonary hypertension and pul-
monary vascular remodeling in rabbits. Methods A total of 36 rabbits were randomly divided into control group, air embolic group,and
air embolic + nicorandil treated group with 12 rabbits of each group. In the latter two air embolic groups of rabbits filtered air were contin-
uously infused through ear vein about 1ml [0.05ml/(min + kg) ] for 28 days. Then the systolic, diastolic, mean pulmonary artery pressure
(PASP,PADP, mPAP) and right ventricle hypertrophy index ( RVHI) were measured. The pathological changes of small pulmonary arter-
ies were observed. The thickness index (TI) and area index (AI) of the small pulmonary arteries in three groups were evaluated with mi-
croscopy for morphological analysis. The internal diameters of the pulmonary trunk was measured with echocardiography for assessing pul-
monary hypertension in three groups. Results (DThe PAP and RVHI in air embolism group were all significantly higher than those in
control group,respectively( P <0.05) ,and these in nicorandil treated group were significantly lower than those in air embolism group, re-
spectively (P <0.05). @The thickness of wall increased and the cavity became narrow in air embolic group,and these were significantly a-
meliorated in nicorandil treated group. The TI and Al in air embolic group were significantly higher than those in control group, respectively
(P <0.05) ,and these in nicorandil treated group were significantly lower than those in air embolic group,respectively (P <0.05). @ The
internal diameters of the pulmonary trunk was higher in air embolic group than that in control group, (P <005). That was redused in nic-
orandil treated group( P <0.05). Conclusion Nicorandil can significantly attenuate the chronic air embolism — induced pulmonary hyper-
tension , improve pulmonary vascular remodeling of the small pulmonary artery and right ventricular hypertrophy and reduce the internal di-
ameters of the pulmonary trunk.

Key words Nicorandil ; Chronic air embolism ; Pulmonary arterial hypertension; Vascular remodeling
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