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Abstract: Objective: to investigate the effect of low-sodium intake on the expression of hypertention related genes. Method: Six people

were apportioned into a control and a patient group (n=3 each) to take the low-sodium intake for two months. Their total RNA samples were

extracted, purified and treated by reverse-transcription. Then the gene expression profiles were analyzed by 22 K Human Genome Array

experiments. Result: Among the 150 hypertension candidate genes, differences in some gene expression were found in both of the examined

groups (the ratio of >2 and<0.5 were regarded as up-regulated and down-regulated expression, respectively). The expression levels of ADA and

NPRB genes were decreased in the patient group, while that of the SLC8A1 gene increased in both the groups. Conclusion: Our preliminary

investigations provided evidence that consumption of low-sodium salt could adjust local network status of some hypertension candidate genes

functionally linked with iron channels/transporters.
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Table 1 Altered gene expression in the control group (in 2 or
more persons)

GeneBank No Symbol Description Cy5/Cy3
KA F

NM 000681 ADRA2A  adrenergic alpha-2A rece ptor ~ 5.1612

NM 000164  GIPR gastric inhibitory polypep tide 35766

receptor

NM 024409 NPPC  natriuretic peptide precurs or C ~ 4.8524

NM 021097 SLC8ALl sodium/calcium exchanger 2.3909

NM_019903 ADD3 adducin 3 4.0142
FAATEAR

NM_000024 ADRB2 adrenergic, beta-2-, recapt or 0.4275

NM 003995 NPRB natriuretic peptide recapt or 0363

B B/guanylate cyclase B
NM_00956 PTGER2 prostaglandin E receptor 2 0.2785
NM_030984 TBXASI1 thromboxane A synthase 1 0.4038

R 2 FRRAFREPAT T HAVER 2 AR L)
Table 2 Altered gene expression in the diseased group (in 2 or

more persons)

GeneBank No  Symbol Description Cy5/Cy3

KA E

facilitated glucose
NM_006516  SLC2ALl 2293
transporter
NM 021097 SLC8A1l sodium/calcium exchanger  8.7091
NM_ 002303 LEPR leptin receptor 3.8581
NM_000305 PON2 Paraoxonase 2 3.8581
cytochrome P450, family
NM_000497 CYP11B1 0.3903
11, subfamily B

FIREAR,

NM_000022 ADA adenosine deaminase 0.3275
angiotensin I converting
NM_000789 ACE 0.2317
enzyme

natriuretic peptide receptor

NM_003995 NPRB 0.363
B/guanylate cyclase B
sodium/glucose
NM_000343  SLC5Al1 0.4486
cotransporter
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facilitated glucose
SLC2A3 0.2471
transporter

NM_006931
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Fig.1 Up- or down-regulated genes and related local gene
network

Note : Signaling pathways were taken from KEGG:
http:/Mmww. genome.jp/kegg/)
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