ISSN 0377-9556 (PRINT) ISSN 2383-9457 (ONLINE)
oFsta| %] A 60 H A 13 21~28 (2016)

Yakhak Hoeji Vol. 60, No. 1

DOI 10.17480/psk.2016.60.1.21

= et

K

o = IT
2| 2B RESH REL

MZF oM AO|EFIQl Ex vivo M4HY| O|X|[=

Baicalin?| 5 1}

2

ks

2 #
—_IT

SATjeta oket e oot}
(Received December 23, 2015; Revised December 31, 2015; Accepted January 4, 2016)

Effect of Baicalin on the Ex vivo Production of Cytokines in Pristane-Induced Lupus Mice

Byeong Suk Chae”
College of Pharmacy, Woosuk University, Wanju 565-701, Korea

Abstract — Systemic lupus erythematosus (SLE) is characterized by dysregulatory production of proinflammatory cyto-
kines and helper T (Th) cytokine-dependent autoantibody production. This study aims to investigate the protective effect
of haicalin on the dysregulatory production of proinflammatory cytokines and Th cytokines in pristane-induced lupus mice.
Mice were received i.p. a single injection of 0.5 m/ of pristane, and then, later about 3 months, were used as a pristane-
induced lupus model. The pristane-induced lupus mice were administrated orally with baicalin 50 mg/kg once in a day for
10 days. Immune cells obtained from the pristane-primed lupus control group (lupus control) and baicalin-treated pristane-
primed lupus mouse group (BAC lupus) were cultured for 24 h or 36 h with/without mitogens. These results demonstrated
that LPS-induced production of macrophage and splenic TNF-a and Con A-induced production of thymic IFN-y were atten-
uated in BAC lupus compared to lupus control, while LPS-stimulated production of macrophage IL-10, Con A-stimulated
production of splenic IL-10 and, PGE,-reduced production of splenic IFN-y enhanced. Therefore, these findings suggest that
baicalin may protect from autoimmunity and disease activity in lupus via modulatory effect of proinflammatory cytokine

overproduction and Th cytokine imbalance.
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Fig. 1 - Baicalin attenuated LPS-induced production of TNF-o. by
macrophages and splenocytes in pristane-induced lupus
mice. Mice were received 7.p. a single injection of 0.5 m/ of
pristane, and then, later about 3 months, were used as a
pristane-induced lupus model. The pristane-induced lupus
mice were randomly divided into two groups: pristane-
primed lupus control group (lupus control), and baicalin-
treated pristane-primed lupus mouse group (BAC lupus).
The pristane-induced lupus mice were administrated orally
with baicalin (BAC) 50 mg/kg or PBS once in a day for 10
days. Peritoneal macrophages and splenocytes obtained
from each mice group were incubated with LPS for 24 h.
The concentrations of TNF-a. were measured at 450 nm
using ELISA. Each value represents the mean+S.D. ™
(p<0.01): Significantly different from the value in vehicle-
treated negative control. *# (p<0.01): Significantly different
from the value in LPS-treated positive control.
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Fig. 2 — Baicalin increased LPS-induced production of macrophage
IL-10 and IL-10/TNF-a ratio in pristane-induced lupus
mice. Peritoneal macrophages obtained from in lupus
control and BAC lupus were incubated with LPS for 24 h.
The concentrations of cytokines were measured at 450 nm
using ELISA. Each value represents the mean+S.D. Other
legends and methods are the same as in Fig. 1.~ (p<0.01):
Significantly different from the value in vehicle-treated
negative control. *# (p<0.01): Significantly different from
the value in LPS-treated positive control.
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Fig. 3 — Effect of baicalin on PGE,-induced production of splenic
cytokines in pristane-induced lupus mice. The harvested
splenocytes from lupus control and BAC lupus were
incubated with PGE, for 36 h. Each value represents the
mean+S.D. Other legends and methods are the same as in
Fig. 1. ™ (p<0.01): Significantly different from the value in
vehicle-treated negative control. * (p<0.05): Significantly
different from the value in PGE,-treated positive control.
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Fig. 4 — Effect of baicalin on Con A-induced production of splenic
cytokines in pristane-induced lupus mice. The harvested
splenocytes from lupus control and BAC lupus were
incubated with Con A for 36 h. Each value represents the
mean=+S.D. Other legends and methods are the same as in
Fig. 1" (p<0.01): Significantly different from the value in
vehicle-treated negative control. *# (p<0.01): Significantly
different from the value in Con A-treated positive control.
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Fig. 5 — Effect of baicalin on Con A-induced production of thymic cytokines in pristane-induced lupus mice. The harvested thymocytes from
lupus control and BAC lupus were incubated with Con A for 36 h. Each value represents the mean+S.D. Other legends and methods

are the same as in Fig. 1" (p<0.05) and ~*

(p<0.01): Significantly different from the value in vehicle-treated negative control. ** (p<

0.01): Significantly different from the value in Con A-treated positive control.
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