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ABSTRACT

This study were performed for the effects of Panax ginseng on the side effect of Cyclophospha-
mide to splenic tissue in the Rats. The experimental animals were divided into control group,
test group by the way of the method treatment of the drug.

Each group was sacrificed and stained in accordance with the schedule and observed under
light microscope.

The results of this study were as follows -

1. After the ginseng extract administration rat’s weight and volume were similarly increased
than normal and control group.

2. The decrease of the numbers of the splenic tissue after treatment of cyclophosphamide (CP)
were recovered with prescription of the ginseng extract; the decrease of white pulp, red pulp,
marginal zone were recovered.

3. Increased macrophage in réd pulp of splenic tissue with administration of CP were disapeared
after treatment of ginseng extract.
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Sprague-Dawleyﬁ] g HFE 5Y =A%
AN AFSAA BT, CPEANZE, CPE
o F °V“-’1‘~-5‘~E —r°‘1 :,10; TF-¥5he
Z} & sutEly wf 3PSt Ag st
2. stekdfel XM=

AzE A4t 200g& T FeaFol ¥
SRS 1500mlE BolA 3AHEA RS
&3¢ ¥ AS¢ g R e FUFEHED
5298 B35z ¥l Azxg ¢
40g& WEIAUT.

3. Cyclophosphamide2] Z=X|

CP(Sigma chemical Co.US.A) 1g2 E&d
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Pentobarbital sodium (Somnopentyl, Pit-
man-moore, Inc.) 22 o} E #AF o F&
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Ae B259 T-d972 F4=H oy
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Legends of Figure.

Fig.l. Normal structure of the spleen. x100.
H&E.

Fig.2. 15days after administration of 150mg/
Kg of cyclophosphamide. The numbers
of lymphocytes in marginal zone are
decreased. x100. H&E.

Fig3. 15 days after administration of cyclo-
phosphamide with daily Panax ginseng
extract. x100. H&E.

Fig4. Normal structure of marginal zone. x200
H&E. '

Fig5. 15 days after administration cyclophos-
phamide. The marginal zone are dec-
reased and shown macrophage in red
pulp. x200. H&E.

Fig6. 15 days after administration of cyclo-
phosphamide and daily Panax ginseng
extract. Marginal zone are appeared. x
400, H&E.

Fig.7. Normal structure of marginasl zone. x
400. H&E.

Fig.8. 15 days after administration cyclophos-

phamide. The marginal zone are dec-

reased and shown macrophage in red

pulp. x400. H&E.

Fig9. 15 days after administration of cyclo-
phosbhamide and daily Panax ginseng
extract.Greatist marginal zone are ap-
peared. x400. H&E.
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