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[Abstract] Objective To investigate the effect of ligustrazine (JI|ZB) on smooth muscle apoptosis of
pulmonary arteriole and the expressions of Bel-2 and Bax in rats with pulmonary arterial hypertension induced
by hypoxic hypercapnia. Methods Thirty Sprague-Dawley (SD) rats were randomly divided into three
groups: normal control group (N), hypoxic hypercapnic group (H), and hypoxic hypercapnic+ ligustrazine
group ((H+ LTZ), each n=10). The changes of hemodynamics of rats were monitored; under light
microscope, the ratio of vessel wall area and total area (WA/TA) of pulmonary arterioles in the three groups
were measured. The apoptosis of pulmonary arterioles was tested with terminal deoxynucleotidyl transferase
mediated dUTP-biotin nick end labeling (TUNEL) and the apoptosis index (Al) was calculated.
Immunohistochemistry was applied to determine the contents of Bcl-2 and Bax in cytoplasm. Results The
level of mean pulmonary arterial pressure (mPAP), right ventricle/(left +-interventricular septum) ratio and
the ratio of vessel WA/TA were significantly higher in H group and H+LTZ group than those in N group,
and values were obviously lower in H4-LTZ group than those in H group (all P<{0.01). The mean carotid
arterial pressure (mCAP) of the three groups had no significant differences (all P>0.05). The apoptosis
indexes (AI) of pulmonary arteriole in H and H+LTZ groups were markedly lower than that in N group, and
the Al of pulmonary arteriole of H+LTZ group was obviously higher than that in H group (P<{0. 05 or P<
0.01). In H and H+LTZ groups, the content of Bcl-2 was significantly higher, the content of Bax and Bax/
Bel-2 ratio was obviously lower than that in N group. In H4-LTZ group, the content of Bcl-2 was markedly
lower and the content of Bax and Bax/Bcl-2 ratio was significantly higher than that in H group (all P<C0. 01).
Conclusion Ligustrazine can lower chronic pulmonary arterial hypertension induced by hypoxic hypercapnia
and inhibit structural remodeling of pulmonary arteries. The inhibition of pulmonary arteriole proliferation and
promotion of its apoptosis may play a role in the mechanism.
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1 HE5FE

1.1 ¥ ndRERG & 4 SD KK 30 R, &
H 180~210 g, HIAM B¥ LR P P o R4E . H
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YR AAHAE-FLMHE) R A, G A YLk E
2 50~200 pm i 48 /PE Bk 5 3%, I35 E Image-Pro
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#7 % A Bivariate 553 #2 ) Pearson £H X, P<
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S5HRA T H X Bcl-2 AWML Bax ik
38 1 77 S Bk LSS K U 3h BT 08 L 4a e o -
i Bel-2 #3534 i Bax 32 25 9% 2> 0] 9 2% R Jf /5 98
EEARBHSERATM . AXRER KO B

CO, X BB & o B 40/ 3 Bk E | LA iR R 0k 4>
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MK ARA TR BEEW, BN EA BRERE O,
¥ CO, X B mPAP I & i i % E 49 i 1E B 68
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