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Abstract Objective

induced by potassium oxonate. Methods

60 Kunming male mice were divided randomly into six groups

To explore the anti-hyperuricemia activity of bergenin in the model of hyperuricemic mice

which

were normal control group; hyperuricemic model group; and hyperuricemic groups with 20 40 60 mg/kg berge—

nin and 5 mg/kg allopurinol. Mice were orally administered once daily with 250 mg/kg potassium oxonate for 7

continuous days to create the model and then three doses of bergenin and allopurinol were orally initiated on the

day 1 h after potassium oxonate was given separately. Serum uric acid creatinine and urea nitrogon levels as well

as urinary uric acid and creatinine levels were measured. mRNA and protein expression levels of mouse kidney u—

rate transporter 1( URATI)

and glucose transporter 9( GLUT9) were also determined. Results

Compared with

hyperuricemic model group bergenin significantly reduced serum uric acid creatinine and urea nitrogon levels in—

creased 24 h uric acid and creatinine excretion and fractional excretion of uric acid in hyperuricemic mice; mRNA

and protein levels of mURAT1 and mGLUT9 were also markedly down—egulated. Conclusion Anti-hyperuricemia

effect of bergenin is attributed to the enhancement of uric acid excretion and reversion of mouse urate transporters o—

ver-expression.
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The study in situ on rat intestinal absorption of

4-amino-2-trifluoromethyl-phenyl retinate
Zhan Xia Chen Feihu Tang Jihui et al
( School of Pharmacy Anhui Medical University Hefei 230032)

Abstract Objective To investigate the intestinal absorption characterization of a novel derivative of all4rans reti—
noic acid 4-amino2-rifluoromethyl-phenyl retinate ( ATPR) in rats. Methods The absorption characterization
was evaluated by using in situ single pass intestinal perfusion model and the concentration of ATPR and ATRA in
the perfusion samples was determined by HPLC method. The absorption rate constants ( K,) and effective permea—
bility coefficients ( P,) of 100 250 500 1 000 mg/L of ATPR in jejunum and of ATPR and ATRA in the four
segments of the rat intestine were calculated respectively. Results The K, and P of ATPR which first increased
and then decreased ( P <0.05) with the increase of drug concentration were (6.77 +1.84) x 107> (14.85 +
3.46) x107° (12.48 £3.15) x10™° (3.03 £0.73) x10 7’ /s and (0.61 £0.17) x10™°> (1.41 £0.25) x
107 (1.23+0.30) x10™> (0.29 £0.07) x10 > cm/s respectively existing the saturate absorption phenom—
ena. The K, and P, had no significant difference ( P >0.05) in the four intestinal segments and compared with
those of ATRA. There was no significant difference ( P >0.05) in the four intestinal segments. Conclusion The
intestinal absorption of ATPR is probably an active transport or facilitated diffusion process with a good absorption in
the whole intestinal sections.
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