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CBS mRNA expression and distribution in brain tissue of spontaneous hypertensive rats
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Abstract : Objective
neous hypertensive rats(SHR). Methods

To investigate the cystathionine beta-synthase(CBS) expression and distribution in brain tissue of sponta-
Eight SD(Sprague Dawley) rats and eight SHR were enrolled. Reverse transcriptase-pol-
ymerase chain reaction(RT-PCR) and real time-PCR techniques were adopted to detect the CBS mRNA expression in their cerebral
According to RT-PCR,CBS mRNA expression
levels in hypothalamus, hippocampus, cerebellum, cerebral cortex and medulla tissue of SHR were 0. 93+0.01,0.0940. 03,0. 36+
0.06,0.07%0.01 and 0. 3940. 02, respectively, which were significantly lower than those of SD rats(P<C0. 05). According to real-

cortex,cerebellum, medulla oblongata,under thalamus, hippocampus tissue. Results

time PCR,CBS mRNA expression levels in brain tissue of SD rats from high to low in order were cerebral cortex, hippocampus, me-
dulla oblongata, hypothalamus and cerebellum. Those of SHR from high to low in order were hypothalamus, medulla, cortex, hippo-
campus and cerebellum. CBS mRNA expression levels in brain tissue of SHR were lower than those of SD rats(P<C0. 05). Conclu-
sion The expression level of CBS mRNA in brain tissue of SHR is down-regulated, which may be involved in the pathogenesis of

hypertension via central mechanism.
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1.4 4l CBS mRNA ) RT-PCR il Ht—80 CykKAH %
FERRAS BRI . INA RNAiso Plus #4751 39, & S 05 . 57 N %
R IURE ST RO RNAL U AR . Oligo(dT) 1 5147
AMV 355 54 i cDNA, PCR R K FR (25 pl) : Tag B4
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*x1 real time-PCR & R 5| ¥

B
B K/ bp)

CBS F:5-TCA TCC TGC CCG ACT CTG TG-3' 40 148

A E1kY)

R:5-GGT GCT GAT AGG CTC AGC TCT TG-3' 40
GAPDH F:5-GGC ACA GTC AAG GCT GAG AAT G-3' 40 143

R:5-ATG GTG GTG AAG ACG CCA GTA-3' 40
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Pl . HHEX-IDE % [ X 3 & — 4N 8 B o 295 kb #9240
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W PR 5 I B T N 26 A o 14 T 2 — , FLRF SR I
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LA ME GDM 5 Bt 58 8 MBF 5T, e W 3 [R50 0 ¢ 10 2 R) Y
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HREIESE GDM & JEh T2DM,
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