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Abstract: Objective To determine GTPCH-1 and GFRP mRNA expression levels and activily variation in
DOCA-salt hypertension rats and to investigate the relationship to the reduction of NO synthesis. Methods =~ With the
aorta samples from DOCA-salt hypertension rats, the NO levels were examined by nitrite detecting with Griess re-
agents, endothelial NO synthase (eNOS) protein expression by Western blotting, BH, levels and GTPCH-1 activities
by HPLC and mRNA levels of GFRP and GTPCH-1 by RT-PCR. Results Comparing with sham rats, NO levels
and eNOS protein were significantly reduced in aorta of DOCA-salt hypertension rats, while the BH, level was mark-
edly decreased. GTPCH-1 activities and mRNA expression levels declined significantly, whereas GFRP mRNA levels
were markedly increased. Conclusion The decrease in GTPCH-1 expression levels and activities, and the abnor-
mally increased GFRP level directly diminish the synthesis of BH,, then indirectly down-regulate the activities of
eNOS, finally impair NO levels in aorta of DOCA-salt hypertension rat model. This mechanism may play an important

role in the development of vessel dysfunction in hypertension patients.
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Fig 1 eNOS expression levels in aorta of DOCA-salt hypertension rat
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Fig 2 GTPCH-1 mRNA levels in aorta of DOCA-salt hypertension rat
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Fig 3 GFRP mRNA levels in aorta of DOCA-salt hypertension rat
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