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Abstract: [Objective] To investigate the effect and mechanism of docetaxel on pulmonary hypertension induced by
monocrotaline in rats. [Methods] 50 male SD rats were randomly divided into five groups: normal control group (con-
trol ), docetaxel group (control+DTX ), monocrotaline group (MCT), monocrotaline+ dissolvent group (MCT+SOL) and
monocrotaline+docetaxel group (MCT+DTX ). The rats in the later three groups were intraperitoneally injected with mono-
crotaline (60 mg/kg) to establish the pulmonary hypertension model. Docetaxel (5 mg/kg) or solvent was respectively in-
jected from the tail vein at the 21st day and 28th day after monocrotaline injection. The right ventricular systolic pressure
(RVSP) and right ventricular hypertrophy index (RVHI) were measured. The left lung tissue slices were stained with van

Geison staining. The morphological changes of pulmonary arterioles were observed, and the ratio of median thickness and
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vessel diameter of pulmonary arterioles was calculated. The expression of p~PDGFR and PDGFR in right lung tissues was

detected by western blotting. [Results] RVSP, RVHI, the ratio of median thickness and vessel diameter of pulmonary ar-

terioles and the lever of p—PDGFR and PDGFR in the MCT group and MCT+SOL group were significantly increased com-

pared with those in the normal control group (P < 0.05). Compared with the MCT +SOL group, these parameters of

RVSP, RVHI, the ratio of median thickness and vessel diameter of pulmonary arterioles and the expression of p~PDGFR

and PDGFR were significantly decreased in MCT+DTX group (P < 0.05). There was no significant difference in the above

parameters between control+DTX group and control group (P > 0.05). [ Conclusion] Docetaxel is capable of reducing pul-

monary hypertension and reversing pulmonary vascular remodeling on pulmonary hypertension induced by monocrotaline

in rats, which may be related to the inhibition of PDGFR expression and its phosphorylation.
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Comparison of body mass (A) , RVSP (B), RVHI (C) and heart rate (D) of rats in each group 5 weeks after MCT injection. RVSP: right

ventricular systolic pressure; RVHI: right ventricle hypertrophy index; 1) P < 0.05, versus control; 2)P < 0.05 versus MCT+SOL.
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Fig.1 Docetaxel reduced pulmonary hypertension induced by monocrotaline in rat
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Morphological changes in the pulmonary arterioles of rats in each group (2A-F: control, MCT, MCT+sol, MCT+DTX, control+DTX; van Gei-
son staining, X 400) , ratio of median thickness and vessel diameter of pulmonary arterioles with outer diameter in 25 ~ 50 wm (2F) and 51 ~ 100
pm (2G). 1)P < 0.05, s control; 2) P < 0.05 vs MCT+SOL.
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Fig.2 Docetaxel improved pulmonary arterioles remodeling induced by monocrotaline in rats
The expression of p~PDGFR and PDGFR in lung tissue of rats in each group was detected by western blotting (3A). The relative intensity of p—
PDGFR (3B) and PDGFR (3C) was normalized to B~actin. 1)P < 0.05, versus control; 2)P < 0.05 versus MCT+SOL.
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Fig.3 Docetaxel inhibited the expression of p~PDGFR and PDGFR in lung tissue of rats with pulmonary hypertension

induced by monocrotaline
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