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Research on Effects of Cordyceps Sinensis in Collagen
Induced Arthritis Mouse -Model.

Mi-Kyung Shin”!, Seong-Soo Roh', Young-Bae Seo’
Dept. of Herbology, College of Oriental Medicine, Daejeon University Daejeon 300-716, Korea

ABSTRACT

Objectives : We examined to know the effect of Cordvceps sinensis(CS) on arthritis mouse induced by
tvpe Il collagen.

Methods : To analyse immunomodulatory effects of CS, arthritis index, incidence, hind paw edema.
DTH, spleen weight, the number of hemocytes, and surface-receptor expression of CD4+, CD8+ and
CD1S+ cells in DBA/1J mice which is experimental model of arthritis induced by collagen were
measured in vive.

Results : CS reduced arthritis index, incidence, hind paw edema and DTH significantly as compared with
the control group in experimental model of arthritis induced by collagen. CS enhanced the spleen weight
significantly as compared with the control group but didn't enhanced the number of leukocytes and
thrombocytes in experimental model of arthritis, CS enhanced the number of activating cells and
surface-receptor expression of CD4+, CD8+ cells as compared with the control group but didn't
enhanced those of CD19+ cells in experimental model of arthritis.

Conclusion : We found out that CS may have a suppressing effect againist auto-immune disease and
will be need continuous research in looking for the more effective mechanism in the future.
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Fig.1. Prophvlactic Effects of Cordyeeps Sinensis Extract (CSE)
and Cyclophosphamide (CTX! on the Incidence and Paw
Thickness in Arthritis Murine Induced by Collagen.

DBA/1J mice were immunized with 100 ug of tapy 1 collagen on
CFA on days 0 and 21,
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Each sample group was orally adminstrated by CSE (po, 150 mg/
ke) or CTX (i.p, 10 me/ke) for 48 days beginning on the day after
the first immunization. Each point represents the mean of 10
mice. Hind paw Th was measured using a digital thickness
gauge. Each point represents. the meant SE of 10 mice
Statistically significant value was compared with control data by

Student’s t-test (*++p<0.001).
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Fig. 2. Prophylactic Effects of Cordyceps Sinensis Extract (CSE)
and Cyclophosphamide (CTX) on the Arthritis Index in Arthritis
Murine Induced by Collagen.

DBA/1] mice were immunized with 100 @ of type I collagen
on CFA on days 0 and 21 Each sample group was orally
adminstrated of CSE (p.o, 150 me/ke) or cyclophosphamide (ip, 10
mg/kg) for 48 days beginning on the day after the first
immunization.

The arthritis index (AD) was caleulated from measurement taken
the day after the final drug treatment. Each point represents the
meant SE  of
compared with control data by Student’s t-test (**+p<0.001). ]

10 mice. Statistically - significant value was
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Normal 10 0.01:0001

Control 10 0311002

CTX 10 10 0.18:001 419

CSE 150 © 0.11:002%+x 615
Dose Change of spleen Increase

Drgs | (g/he) N weight {g) %)

Normal 10 0.147:0.04

Control 10 0132:0009

CTX 10 10 02500008+ %2

CSE 150 10 0169:0013+ 25
Dose WBC Platelet

Drags | (i) | N (:108/am3) (x108/m3)

Normal 10 641015 7821245

Control 10 102:021 281

CTX 10 10 41101800 41220 4ves

CSE 150 10 811025+ TR10.70%

Table 1. Prophylactic Effects of Cordyceps sinensis extract
(CSE) and Cyclophosphamide (cytoxan) on DTH Skin

~Reaction and spleen weight -in Arthritis Murine Induced by

collagen.

DBA/1J mice were immunized with 100 we of Cit on CFA on
days 0 and 21. Each sample group was treated with CSE
(p.0,150 me/kg) or cytoxan (i.p,10 me/ke) for 48 days beginning
on the day after the first immunization. Each sample group
was injected with 10 w of -type H collagen in PBS into the
right ear 47 days after the first immunization. After 24 hrs,
the thickness of the ear was measured using a digital
thickness gauge. Each point represents the meant SE of
10 mice. Statistically significant value was compared with
control data by Student’s t-test (*p<0.05,**p<0.01, **p<0.001).
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Fig. 3 Effects of Cordyceps Sinensis Extract (CSE)} on the
Expression of CD3e+CDd+, CD3e+CD&+ and CDI19+ Cells in Spleen
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Cells of Arthritis Murine Induced by collagen.

DBA/1J mice were immunized with 100 & of type II collagen on
CFA on days 0 and 21. Each sample group was treated with CSE
(p.0,150 mg/kg) or cytoxan {i.p,10 mg/ke) for 48 days beginning on
the day after the first immunization. The mice were injected with
10 g of type 1 collagen in PBS into the right ear 47 days after
the first immunization, The spleen cells were washed twice and
analyzed by flow cytometer.

Fig. 3-1: Events in panel (A) were backscattered onto a dot-plot
of CD3e+-PE versus CD4+-FITC. B, Not stain : C, Control : D,
10 mg/m cytoxan ; E-F, 150 mg/ke CSE were stained with CD3e
+-PE/CD4+-FITC. Two group treated with CSE showed increased
number of CD4+ cells.

Fig. 3-2 : Events in panel (A) were backscattered onto a dot-plot
of CD3e+-PE versus CD8+-FITC. B, Not stain: C,

Control 5 D, 10 mg/m cytoxan ; E-F, 150 mg/ke CSE were stained
with CD3e+~PE/CD&+~FITC. Two group treated with CSE showed
increased number of CD8+ cells.

Fig. 3-3 : Events in panel (A) were backscattered onto a dot-plot
of CD19+-FITC. B, Not stain: C, Control ; D, cytoxan (10 wg/kg)
were stained with CD19+-FITC. Two group ftreated with CSE
showed increased number of CDI9+ cells.
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