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Studies on antinephritic effects of Japanese Kampo Medicine in rats (3)
Effects of Sairei-to on accelerated passive Heymann nephritis in rats
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Abstract

The present study was made to investigate the anti-nephritic effects of Sairei-to on ac-
celerated passive Heymann nephritis in rats. Sairei-to (3.75 g/kg) prevented the urinary
protein excretion on the 25th day and 35th day. In addition, Sairei-to (0.38 and 3.75 g/kg) was
effective in inhibiting histopathological parameters (GBM thickening and spike formation).
In order to clarify the mechanisms of Sairei-to on this model, we measured the serum corti-
costerone level. Sairei-to treatment group (3.75 g/kg) showed significantly higher level of it
than that of the control group. These results indicate that Sairei-to has a beneficial effect
and mechanism of it may be partly due to the corticosterone releasing action on acceler-
ated passive Heymann nephritis in rats.

Key words accelerated passive Heymann nephritis, corticosterone, Sairei-to (Sairei-to).
Abbreviation Sairei-to (Chai-Ling-Tang), %£%4%.
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Fig. 1
a) Normal glomeruli, b) Mild change, ¢) Moderate change, d) Severe change.
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Fig. 2 Effect of Sairei-to on urinary protein excretion in accelerated passive Heymann

nephritis in rats.

Test drug was given daily p.o. from the next day of intradermal injection of rabbit y-
globulin in FCA into the hind foot pads (1st day) to the 40th day. ©—© : Normal group,

®—® : Control group, { —1

*

. Sairei-to 0.38 g/kg group, B—M : Sairei-to 3.75 g/kg group.
‘indicates a significant difference from the control at p <0.05.
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Table I Effect of Sairei-to on plasma cholesterol contens in
accelerated passive Heymann nephritis in rats.
(mg/dl)

Groups 12 26 43 Days
Normal 57.3+£6.3 58.9+12.8 52.5+5.4
Control 86.84+15.9%%  98.3+39.1% 83.2+19.2%
0.38 g/kg/day p.o. 81.0+15.2 78.5+12.5 75.0€14.3
3.75 g/kg/day p.o. 78.7+10.4 102.84+39.6 79.4t6.4

Numbers indicate the mean+S.D. obtained from 8 rats.
t and ## show a significant difference from the normal at p <0.05 and

0.01, respectively.

Table II Effect of Sairei-to on plasma urea nitrogen contents
in accelerated passive Heymann nephritis in rats.
(mg/dl)
Groups 12 26 43 Days
Normal 17.8+2.7 13.2+8.4 10.6+3.2
Control 18.2+5.5 18.4+4.6 11.9+3.3
0.38 g/kg/day p.o. 17.6+3.1 17.2+1.7 10.6%0.6
3.75 g/kg/day p.o. 16.6+0.7 15.6x1.2 10.6+1.2

Numbers indicate the mean+S.D. obtained from 8 rats.

Table Il Effect of Sairei-to on glomerular histopathological parameters
in accelerated passive Heymann nephritis in rats.
(Index)
Groups Basement membrane thickening Spike formation

Control 40.0+2.8 35.4x1.8
i 33.4+5.8* 28.4+7.2*
0.38 g/kg/day p.o. (16.5) (20.0)

: . 35.6+5.1* 30.4+2.3**
3.75 g/ke/day p.o. (11.0) (13.0)

Numbers indicate the mean+S.D. obtained from 8 rats.
*and ** show a significant difference from the control at p <0.05 and 0.01, respec-

tively.

Numbers in parenthesis indicate a % inhibition to control.
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Fig. 3a Effect of Sairei-to on serum corticosterone level in accelerated passive Heymann

nephritis in rats.
c—0

Normal group, @@ . Control group,

© Sairei-to 3.75 g/kg group.

Fig. 3b Effects of corticosterone and dexamethazone on urinary protein excretion in acceler-

ated passive Heymann nephritis in rats.

©—0 ! Normal group, ® -® | Control group, 4—2 : corticosterone 10 mg/kg group,A—a
dexamethasone 0.3 mg/kg group. *, ** and *** indicate a significant difference from
the control at p<0.05, 0.01 and 0.001, respectively. Numbers in parenthesis indicate a %

inhibition or stimulation to control. % =

the legend to Fig. 1.
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