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Study on calcitriol inhibits cardiocytes hypertrophy by modulating VDR-NF-kB axis
WANG Ziwei' , ZENG Yongchun® ,MA Jian fei*”
1. Department o f Anesthesiology ,First Af filiated Hospital ,Army Military Medical
University ,Chongqging 400038,China;2. Department of Cardiology ;3. Department of Emergency,Daping
Hospital,Army Military Medical University ,Chongqging 400042 ,China

Abstract : Objective To investigate the inhibitory effect of calcitriol on cardiocytes hypertrophy and its ac-
tion mechanism. Methods Angiotensin || (Angll .1 pmol/L) was used to induce rat cardiocyte line H9¢2 for
obtaining the cardiocyte hypertrophy model. The phalloidine staining was adopted to observe cell area. West-
ern blotting and immunofluorescence were carried out to detect the expression and nuclear translocation of vi-
tamin D receptor (VDR) and nuclear factor-kB (NF-kB). Real-time quantitative polymerase chain reaction
(RT-PCR) was applied to detect the expression levels of tumor necrosis factor-a ( TNF-q) and interleukin-6
(IL-6). Results Calcitriol (= 10 nmol/L) significantly inhibited Ang]] -induced cardiocyte hypertrophy. Mo-
reover, calcitriol remarkably up-regulated VDR expression and nuclear translocation of hypertrophy cardiocyte
model, meanwhile significantly inhibited NF-¢kB/p50 subunit expression and nuclear translocation in hypertro-
phy cardiocyte model, thus down-regulated proinflammatory cytokines TNF-q and I1.-6 expression levels. Con-
clusion Calcitriol has the inhibiting effect on cardiocyte hypertrophy and its mechanism is related with modu-
lating VDR-NF-«B axis to inhibit inflammatory cytokines expression.
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