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[ Abstract] Objective To study the effects of apelin on pulmonary hypertension rats . Methods ~ Forty-five
Sprague -Dawley male rats were randomized into three groups : normal control group (n =15) ,MCT group(n =15) and
apelin group (n = 15). MCT group and apelin group were injected with MCT to establish pulmanory arterial
hypertension models ,normal control group was injected with normal saline . Rats of apelin group were injected with
[ Pyrl Japelin-13 (0.2 mg/kg) every day by intraperitoneal injection ,and those of MCT group and normal control
group were injected normal saline four weeks later ,mean pulmonary arterial pressure (mPAP) of rats was measured
by using a right cardiac catheterization procedure . Dry weight of right ventricle (RV) , left ventricle + septum (LV + S)
were measured and RV/( LV + S) ratio was calculated. IL-6 and TNF-a in pulmonary tissue were detected by
ELASA. Results The results showed that there was a significant increase of mPAP ,RV/(LV +8S) and the contents
of IL-6, TNF-a in pulmonary tissue in MCT group compared with that of normal control group [ mPAP (28.8 +
3.56) mm Hg vs. (18.3 £2.87) mm Hg, RV/(LV +9) (39.05 +2.35) x 10 > vs. (25.19 £2.12) x 10 | IL-6
(729.8 £31.03 ) pg/ml vs. (55.02 +£3.39) pg/ml, TNF-a(1202. 28 +90. 15 ) pg/ml vs. (40. 12 +10. 58 ) pg/ml,
P <0.01],while the related data of aplein group were lower than that of MCT group [ mPAP(21.7 +£4.59 ) mm Hg
vs. (28.8 +3.56)mm Hg,RV/(LV +S)(28.79 +3.12) x 10 " vs. (39.05 £2.35) x 10 * ,IL-6(168.7 +24.52)
pg/ml vs. (729.8 +31.03 ) pg/ml, TNF-o (371.02 + 43.12 ) pg/ml wvs. (1202.28 +90. 15 ) pg/ml, P < 0.01 ].
Conclusions  Apelin can attenuate MCT induced pulmanory artey hypertension , which might be associated with
inhibition of lung tissue imflammation.
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