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Changes of urotensin [I content in plasma and bronchoalveolar lavage fluid of rats with

chronic hypoxic pulmonary hypertension
LIU Bo-ying, YU Zhong-he, HAO Shu-ling (Department of Respiratory Diseases General Hospitab Beijing Military Area Command Bei-
jing 100700 China)

Abstract: Objective To observe the dynamic changes of urotension II (U 1I) content in plasma and bron-
choalveolar lavage fluid (BALF) of rats with chronic hypoxic pulmonary hypertension and to investigate the effects of
hypoxia on the synthesis and secretion of U 1I and the correlation of U II with the mean pulmonary artery pressure
(mPAP) and the partial pressure of arterial oxygen (Pa0O2). Methods Male Wistar rats were randomly divided into
control group and hypoxic groups. Model of chronic hypoxic pulmonary hypertension was established by normal baro-
metric and discontinuous hypoxia. mPAP and RVdp/ dtmax of each rat were measured using right cardiac catheteriza-
tion. PaO,was detected by blood gas analysis. U II contents in plasma and BALF were detected by radioimmunoas-
say. Results During hypoxia, mPAP, RVdp/dtmae U Il ntent in plasma, and BALF increased in rats (P<<
0.01), and peaked at 20 d after hypoxia but fell at 30 d after hypoxia. PaO» decreased during hypoxia (P<<
0.05). Ther was a positive correlation between U Il content in plasma and mPAP in hypoxic groups (»=0. 614,
P<<0.01). There was a negative correlation between U II content in plasma and PaO; in hypoxic goups
(r=-—0 620, P<<0.01). The U II content in BALF was higher than that in plasma (P<0.01). There was a
correlation between plasma and BALF about UII content (#=0. 820, P<<0. 01). Conclusion Hypoxia may result
in the elevation of UII in rats. UII, not only an autocrine and / or paracrine factor but also a circulating homone,
may play an important pathophysiological wle in the genesis of hypoxic pulmonary hypertension.
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Tab1 Comparison of mPAP, RVdp dt,, and PaO, in different
growps (x +s)

C Rat mPAP RVdp/dt,, Pa0,

roup (» (nmHg) (w's) (nmHg)
Control 9 27.645.2 2500 4458 98.8+2. 2
Hy paxia at 10 d 9 36.841.7 20444113 93.445.9
Hy paxia at 20 d 8 40.443.3 32384575 84.546.9
Hy paxia at 30 d 8 30.842.7 32004414 83.142.2

. P<0.05, . P<<0.0l, ws control
2 BALF U [ (pmol/ L)

Tab 2 Comparison of UIl contents in plasma and BALF i different
groups (pmol L)

Plsma BALF
Group
Rats (n) Ull Rats (n) ull
Control 9 3.74+1.08 6 16.83+4.99
Hypaxia 10t day 9 4.261.61 6 20.93-56. 64
Hypaxia 20t day 8 9.03-1.80 6 34.71+5.31
Hypia 30t day 8 5.6742.66 6 25.9042.21
. P<0.05 : P<0.0l, vs Control
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Fig 1 Relationship of U Il content in plasma and in BALF of hypoxic rats
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