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[ABSTRACT] Aim To explore the modification of inositol 1, 4, S-risphosphate receptor type 1 (IP3R 1) expres—

sion by calcineurin in calcification of vascular smooth muscle cells. Methods Rat aortic vascular smooth muscle cells

after subculture were randomly divided into control group, calcification group and cyclosporine A (CsA) group. Rat aor—

tic vascular smooth muscle cell calcification model was constructed by NaH,PO,.  Expression of IP3R [ and calcineurin

was determined by RT-PCR and Western blot methods.

Alkaline phosphatase (ALP) Activity and Ca’* concentration

were determined by colorimetric method. ~ CaN activity was determined by ELISA. Results  Expressions of IP3R I

and CaNB mRNA and protein increased in calcification group compared with control group (P <0.01). Expressions of

IP3R | and CaNB mRNA and protein decreased in CsA group compared with calcification group (P <0.01). Ca** con—

centration and CaN and ALP activities of rat aortic smooth muscle cells increased in calcification group compared with con—

+

trol group (P <0.01). ALP activity and Ca’

concentration increased in CsA group compared with calcification group (P

<0.05 or P<0.01). CaN activity decreased in CsA group compared with calcification group (P <0.01) . Conclu-

sions CaN can enhance the expression of IP3R I mRNA and protein in cell calcification.
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Table 1. Ca’* concentration, ALP and CaN activities in rat
aortic VSMC

g 4 Ca®t (mollg) ALP(U/g) CaN (TU/L)
o B ZH 6.03 £0.33 38.74 +£2.23  14.31 +0.24
5104 9.01 £0.32%  146.04 +9.02° 21.47 +1.86"
CsA%H  10.39£0.70™ 216.69 +14.0™ 15.34 0. 14°

ay P<0.01, SHHRALLE b K P <0.05,¢ 4y P<0.01, 545444
L.

F 2. KB EBNkK VSMC CaNB A1 IP3R T )& 4 & mRNA £ik (x 5, n=6)
Table 2. Expression of CaNB and IP3R I protein and mRNA in rat aortic VSMC

| CaNB & [ CaNB mRNA IP3R ] & 1[ IP3R [ mRNA
PORICEAE] 29.9 +1.39 1.10 +0.28 397.87 £39. 94 1.02+0.15

Ak 2H 69.11 £2.51° 6.27 +1. 45" 1865. 40 +128. 57" 5.90 = 1. 41"
CsA 4H 48.22 £2.47% 3.38 £0.77% 1155.10 +71. 42 2.58 +0.53"

a A P<0.01, 5XRALE;D Jy P <0.01, 5HCAE.
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Figure 1. Expression of CaNB and IP3R I protein in
rat aortic VSMC
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