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Studies on the Effect of Corilagin Isolated fromEuphorbia helioscopia

on Collagen-Induced Arthritis (1)
- Analysis of Fluorescence Flow Cytometry from Collager Induced Arthritis Mice Model -

Sam Kee Shin, Jun Pok Chang and Eun Soo Doh*
Dept. of Oriental Medicine Resources, Joongbu University

Abstract - This study was intended to research into the possibility of corilagin (CRN) isolatedBupimorbia
helioscopiaas rheumatoid arthritis drug. For the study, CRN was medicated to the abdominal cavity of collagen induced
arthritis (CIA) mice that was a animal model for rheumatoid arthritis and its effects on incidence and arthritis index (Al)
were studied. The results were as folllows; Medicating corilagin that were isolated fjgimorbia heliscopidao CIA

mice resulted in inhibiting an incidence of arthritis and reducing in arthritis index. It was found that inflammatory cells
were remarkably decreased and joint cavity was well secured. Also it was displayed that the formation of pannus was not
observed and a cartilage was preserved well by cell histological research. Performing fluorescence flow cytometry of
CIA mice resulted in reducing in inflammatory cells infiltrated each tissue.
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CIA 2 857 2] DBA/1 A5l 100ug®] bovine type II
collagen®} 0.1ml Complete Freund s AdjuvantsE Z3g}s}
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Fulel 2 #EE BF 2L CRN F9

DBA/1 A 6 ul2|RL 3t o2 slo] HAE(Nr) 183t
MTX(0.3mg/kg) Fola*, CRN-8(8mg/kg), CRN-4(4mg/kg)
FoLO R Y=ot} Ak} thxtollAl= vl 13] Ae]4]
A5 2 0.1ml¥ E7doll FAFSFAAL, MTX = 0.3mg/kg®l
55X &, CRN-87} CRN-4 Fojit-2 Y 24 11490 0.1ml¥
E7Fo] shaict,

Severity of Arthritis in the metatarsophalangeal.

F7

MT% (0.3mg/ka)
(MTX-ip)

corilagin
{CRN-i.p.)

Fig. 1. CollagenIl induced Arthritis mice model and MTX and CRN

treatment.
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Table 1. Incidence degree of arthritis in DBA/1 mice

Degree Contents
0 No arthritis
1 Small degree of arthritis
2 Light swelling
3 Medium swelling
4 Severe swelling
5 Severe swelling and non-weight-bearing
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Fig. 3B¢} D= CIAQ] thx72. 2 Collagen type Tol 2J3t
FA&o] macrophage, granulocytes, mononuclear Al|3Z,
subsynovial §%3} W hyperplasia®] JE7} doju A=a
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= USATH
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Fig. 2. Effects of CRN on arthritis index and histopathologic grade o CRN-82} CRN—4 Foiit R5F th2ta} F AjsEs=o] Zo|7}

arthritis in CIA mice.
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Fig. 3. Histological section of knee joints from CIA mice.
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of| A FolatAl 2tol7E A AtHp<0.01, p<0.001). E3F Fig. 4B
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= 2jo]= glot}y CRN—4 W CRN-8 Foj-& tf kol H|s}
o fod A F7ek= Aol Arhp0.0D).

Normal wild-type DBA/1 mouse (A, C), control; murine CIA (B, D), MTX-0.3mg/kg (E, G), CRN 8mg/kg (F, H), and CRN 4mglkgi@& ahalysis
with histopathology of joints of Murine CIA. Intraarticular exudate, marginalerosion, necrotic chondrocytes, and retatitedglssans in the articular
cartiageare present panel (B). JC; synovial joint cavity, SM; synovial membrane, B, bone; CPJ, cartilage pannus jumzi®®, Bypavium NB, new
bone; IP, invasion pannus JS, joint space, and resulting insevere cartilage and bone degradation (arrow). OriginahsnagPicatio
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Fig. 4. The effect of CRN on the total cellnumber of spleen, DLN, paw™ —

joint, and thymus in CIA mice.
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Fig. 5. Effects of MTX, and CRN on the percentage of immune cel

content in PBMC in CIA mice.
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2ol A @AF] F718FA AL, MTXSF CRN-8 Foiof| A=
tjxtoll ko] CD37/CDEY" & AhMEZ7t F=3ishA| 7ha
3 ch(Fig. 6).
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Fig. 6. Effects of MTX, CRN on the changes of total absolute numbers

in DLN in CIA mice.
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Fig. 7. Effects of MTX, CRN on the changes of total absolute numbers

in spleen in CIA mice.
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Z18]3L Fig, 7C| UeRd vke} o] CD3'/CDE9" M| & 3} CRN-40lA= tizate] vlste] B/dA|7} 242} 30.1%,
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thymus in CIA mice.
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Fig. 9. Effects of MTX, and CRN on the percentage of CD11b/Gr-1 gated cells and changes of total absolute numberSI# joints in
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