Effect of Ba-Wei-Di-Huang-Wan (Japanese name : Hachimi-jio-gan)
on immunological functional disorders in senescence accelerated mice
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Abstract

Senescence accelerated mice (SAM-P,/TA) were treated with traditional Chinese medicines, Ba-
Wei-Di-Huang-Wan (Japanese name : Hachimi-jio-gan) and Ren-Shen-Yang-Rong-Tang (Japanese
name : Ninjin-yoei-to) per os (p.o.) 5 times per week from 12 weeks of age. In the Hachimi-jio-gan
treated group, the grades of proteinuria were significantly reduced compared with the control group at
32 weeks of age. The proportion of CD3* cells, especially CD3* CD4* cells, in the spleen increased in the
control and Ninjin-yoei-to treated group at 37 weeks of age. Whereas such an increase in proportion
of CD3* cells was suppressed in the Hachimi-jio-gan treated group. The number of CD44* T cells in the
spleen was remarkably increased in the Hachimi-jio-gan and Ninjin-yoei-to treated group, compared
with that in the control group at 37 weeks of age. Further, the amount of anti-single stranded DNA
antibody significantly decreased in the Hachimi-jio-gan treated group compared with the control and
Ninjin-yoei-to treated group at 32 weeks of age. Thus, chronic administration of Hachimi-jio-gan may
be effective in the auto-antibody production and nephritis in caused by senescence relative immuno-
regulatory functional disorder by activation of T cells.

Key words senescence accelerated mice, Hachimi-jio-gan, auto antibody, protein uria, CD44.
Abbreviations SAM, senescence accelerated mice ; ss, single stranded ; ds, double stranded ; FCM,
Flow cytometry.
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SAM P,/TA mice were orally administered with HJG, 10,11 . . - s
Hachimi-jio-gan (1000 mg/kg), NYT, Ninjin-yoei-to Tde SBRHUFILIS P SSPNA PRl L5 %"iﬁ =
(1000 mg/kg) and Control (H,0 200 xl/mice) 5 times per ZHMEI L 2ol xd U €, ABEERE Tld 4 Il E
week. Treatment was started at 12 weeks of age (A, B). N R . . e s T A G
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Table I Changes of splenic T cell population in SAM mice.

Incidence (%)

Treatment® CDh3* CD3+CD4* CD3+CD8* CD3*CD44* CD3-CD45RB*
Hachimi-jio-gan® 49.0 37.6 7.5 30.9 33.7
Ninjin-yoei-to 65.5 51.5 11.7 34.5 20.3

Control 65.4 52.6 9.8 23.3 25.7
SAM R,/TA¢ 43.5+6.2 34.1+2.2 10.8+2.1 22.5%3.3 53.1%£3.5

2: SAM P,/TA mice were orally administered with Hachimi-jio-gan (1000 mg/kg), Ninjin-yoei-to
(1000 mg/kg) and Control (H,0 200 x1/mice) 5 times per week. Treatment was started at 12 weeks
of age.

: Splenic T cell subsets were analyzed by EPICS Elite™ Flow cytometer at 37 weeks of age. Each
data shows results from pooled cells of seven mice.

¢: SAM R,/TA were used for the experiments at 35 weeks of age. Data are means+S.D. of three
determinations.
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