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iffects of Opuntia ficus-indica extract on the
activation of immune cells with special reference to
autoimmune disease models

Tae-Kyun Shin’, Sun-Joo Leé’, Sae-Je Kim®

Department of Veterinary Medicine', Chemistry® and Biology”,

Institute of Life Science' 3,

Cheju National University

Abstract. The Opuntia ficus-indica extract(OFE) has been claimed to have several therapeutic
properties including anti-inflammation and anti-rheumatoid arthritis in oriental medicine, but little
1s known about their effect on macrophages. This study demonstrated that OFE could stimulate

TNF-alpha production in cultured macrophages,

which is one of important mediators in

autoimmune diseases including experimental autoimmune encephalomyelitis(EAE). In vivo study

showed that cral administration of OFE exacerbate the onset of clinical paralysis.

This finding suggests that OFE stimulates cytokine production and exacerbates autoimmune

inflammatory diseases including EAE.
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Fig. 1. RT-PCR of tumor necrosis factor-alpha
on macrophages stimulated with
Opuntia ficus extract for 6 hr (lane 1
and 3) and 17 hr (lane 2 and 4)lane
1,20 0.1mg/mé; lane 3,4: 10mg/wé; lane 5:
control. TNF-alpha specific band (295
bp)arrow)  were evident in OFE
treated macropahges(lane 1 and 2),
while that was weakly detected in
control group (lane 5). However, the
high dose of OFE (10mg/m¢) showed no
signal ¢f TNF-alpha.
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Fig. 2. Clinical course of experimental autoim-
mune encephalomyelitis  treated with
Opuntia ficus extract. Oral administra-
tion of Opuntia ficus extract exacer-
bates clinical score of paralysis in EAE
rats, while control animals treated with
vehicle showed mild paralysis. The
figure shows mean values of 4(QFE
treatment) and 3 animals(vehicle treated
control).
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Table 1. Effect of the oral administration of Opuntia ficus extract(OFE) in Lewis rats with EAE.

Parameters

Number of animals examined
Incidence of clinical EAE
First onset of clinical EAE
Duration of paralysis
Maximums clinical severity
(scale from 05 to 3)

OFE-treated”

Control (Day 0 to day 7 PD)
n =3 n =4
3,3 1/ 4
140 + 00 130 1+ 04
16 + 03 30+ 07
£ 00 13+ 03

" OFE(100mg/kg/day) was orally administered from da\ 0 to day 7 postimmuniazation of rat

spinal cord homogenates supplemented with
The value is expressed by mean = standard error.

Mycobacterium tuberculosis H37TRA(1mg/m¢).
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