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[ ABSTRACT ] Aim To investigate the effects of docosahexaenoic acid (DHA) on monocrotaline-induced pulmonary
hypertension (PH) in rats, and explore the potential mechanism involved in its action. Methods 24 male Sprague-
Dawley rats were randomly divided into three groups: nomal control group (n =7), DHA-treated group (n =7) and pulmona-
ry hypertension model group (n=10).  The monocrotaline (MCT) -induced pulmonary arterial hypertention was established.
The microcosmic changes of pulmonary arterial morphologic in lung of rats were measured by optical microscope after the stain
of HE.  The expression of NFATcl protein and mRNA levels in pulmonary arterial were detected by immunohistochemistry,
Western blot, and qRT-PCR, respectively. Results DHA could significantly inhibit the structural remodeling of small
pulmonary arterial induced by MCT.  Compared with the normal group, the expressions of NFATcl protein and mRNA were
remarkably increased in MCT group.  Compared with MCT group, the expressions of NFATcl protein and mRNA were de-
creased significantly in DHA-treated group. Conclusions DHA reverses the development of pulmonary hypertention in-

duced by MCT in rats. The mechanism may be related to reduction of the expression of NFATcl.
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SRR ( docosahexaenoic acid, DHA)
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cam A ), FH % HRP AR —Ju( E L),
1.2 Eh¥InARERME

AN SD KR 24 R, & N iR F— BB
Mo A=, EFBA(n=7) DHA FTH 4 (n=
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49% it 2 4,50% ~75% % 3 4, K F 75% 2. 4 4,
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0.05) ,DHA T HiZH NFATc1 & 11 BH M 235 %8 MCT
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A HIEHEXTIEZH B iy DHA T4, C Jy MCT #ERIZ

Figure 1. HE staining of rat pulmonary artery in each group( x400, n=6)

2. REHAUZESHT KRB NFATC BRIE( <400, n=6)

A RIEHXTIRAL B S DHA T-Hi4l,C S MCT BB

Figure 2. The NFATcl expression in pulmonary artery by immunohistochemical analysis( x400, n=6)

= 1. FiEhAk NFATcl MEBALANZESHT (v £s, n=6)
Table 1. Immunohistochemical analysis of NFATcl in pul-

monary artery(x +s, n=6)
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Figure 3. Expression of NFATcl mRNA and protein in rat

pulmonary artery in each group(n =6)
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