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Bipolar disorder is a common psychiatric
disease in the world, its symptoms
include alternating depressive and manic
episodes. It affects 1.3-1.5 9%  of
population in the U.S. lithium (Li) have
been chosen as the first line medicine for
bipolar  disorder.  However, their
mechanisms remain unclear. Lithium
could protect and prevent apoptosis of
neuron cells. Patients with bipolar
disorder have higher prevalence of
autoimmune disease, but patients treated
with LiCl have lower incidence.
Therefore, we are interested in the effect
of lithium on the functions of dendritic

cells (DC), which is a key regulator of
immune responses. Peripheral blood
mononuclear cell (PBMC) derived DCs
were generated and treated with lithium
for examination of change of surface
molecules, mixed lymphocyte reaction
and cytokine production. We found that
lithium could significantly increase the
expression of CD86 and CD83
expression on DCs to 2-3 folds as
compared to control. Furthermore, 1L-8
and TNF-a secretion were increased by
lithium. These data suggest that lithium
could modulate DC functions, and mlght

have potential role in
immunomodulation.
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Fig. 1. Morphology of iDC with
different concentration of LiCl.

LLH T I e B I A SR
Z 472 CDB6 7-CD83 2 7 7
AP AL R e RO
HLA-DR, CDI14, CD40, CDS0,

CD83, CD86 % :m® 4 o & iz %
o B SRR R e 2 i o
FHEEFERBER (MF)& 7 > %
R FARERN 3 ’CD86 % I
< %gz2 4 (Fig. 2A) ° & A v
(positive percentage) 4t ;* 3 \i ’
CD86 eh# Mgyl i 44.90 +
427,n=20-42% k& 10 mM (75.30
+8.89,p=0.012,n=7 )8 }4| e 4p
Wy R Aaar AN 2 8 (Fig
2B) -

MRk AR V- BEARG
B end & i CD83 iyl 5.
6.02+0.94,n=20" & 5:E4 T |
BT T LB LA 10 mM (15.49 +
4.50, p 0.044, n=T7)& F= 4] e qp
7 X &t 2 (Fig. 2B) - £ 48R
e imre £ m e84 HLA-DR, CD8O,
CD40, CD14 1| &b 2% 41k R
%72 (Fig 2B) > #RE 417 ¢
XIABm2ZAE -

@

N N N
O N N
3NN N .
3PN PN Y W
37PN S W
TN PN LY L

)

A

1

(B)




Fig 2. Effects of LiCl on the
generation of monocyte-derived
iDC.
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Figure 3.Effects of LiCl on the
maturation of immature DCs.

LLF T I e BT T X R
sz |L-8, TNF-az 4 s &

IL-8 A 8 chtkiplis % 3 i) e
% 10.976 £ 1.849 ng/ml > Li 10 mM
(161.016 £ 17.480, p = 0.014) % sx
G PR A IL-8 ehA i g 0 B B
et 83 5-16 ot A (Fig.
4A)° t g i) TNF-oeni % 28 I3+
B A E 5 249342 = 57.408
pg/ml > Li 10 mM (3338.502 *
695.198 pg/ml, p = 0.018) 2734 e
AP T R & 4 TNF—oeffic > »
iZ 8-13 % (Fig. 4B) -

(A) (B)

.....

IL-8 [ ng/ml |

w0
©
0
,Lmmm mm
al 0625 135 25 5 75 10 KO Rl
Li [mM]

E o
1000 ’_T_‘ ’J_‘ ’j_‘ |j_‘
L =En =
v 135 25 1 75 1o ok

Li (mM]

Fig 4. LiCl enhanced cytokines
production on iDCs.
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