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Abstract

To investigate the changes of uric acid metabolism in rats during prolonged fasting and its

potential regulatory mechanism. Sprague-Dawley (SD) rats were used as animal models. The changes of

uric acid level and metabolism-related gene and protein expression in rats during different fasting pe-

riods (1, 2, 3, 5, and 7 days) were analyzed by pathological tissue sections, biochemical tests, quantita-

tive PCR (qRT-PCR), and western blotting. The results showed that prolonged fasting did not cause

significant damage to kidney tissue, but remarkedly increased the blood uric acid level and blood uricase

activity. It also resulted in fluctuating changes in urine uric acid level. The mRNA and protein expres-

sion levels of main uric acid transporters were increased gradually with the fasting duration. The eleva-

tion of serum uric acid caused by prolonged fasting is related to uric acid transporter and uricase activity.
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Fig. 1

Pathological changes of the kidneys during different fasting duration in rats (n=3 in each group).

(a) Normal control group, (b) fasting for 1 day, (c) fasting for 2 days, (d) fasting for 3 days,

(e) fasting for 5 days, (f) fasting for 7 days. Red arrow: glomerulus. Blue arrow: tubular epithelial cells.

Black arrow: epithelial cell exfoliation and inflammatory cell infiltration
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Fig. 4 Changes of blood uric acid (a) and urine uric acid (b) during different fasting duration in rats.
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Fig. 6

mRNA changes of urate transporter during different fasting duration in rats. n=6, * P<0.05, **P<0.01,

compared with 0 d (control group). (a) GLUTY, (b) URATL, (c) OAT1, (d) Mrp4, (e) UAT, (f) NPT1
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