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[ E] HHI:WE Toll FEZAK 7(Toll like receptor 7, TLR7)##5 Imiquimod X AL/ 10 (interleukin 10,1L-10) 5% 4
7N BB BE SR TR R IR 4B i (bone-marrow derived dendritic cell, mDC) S ZE T REFZ N . J7i% B4 4L 1L-10 &/ EL mDC, TLR7 #43h
# Imiquimod #1138 48 h, FJHF LA MAAEI DC FHiArds MHC I ,CD80.CD86 } FasL %73 T Ay 3k ; ELISA A6 I 40 fifg r= 2k
IL-6 IR RIE N F o (TNF-a), 55 :1L-10 14l mDC 3k MHC I .CD80.CD86 4T, K&K H: A0 1L-6  TNF-o, 42 30 H ik
FasL, 1] TLR7 $ah FIAIEE N T 11-10 ¥ mDC 35 MHC 1T ,CD80,CD86 43T, fE#E H =/ 11-6 \ TNF-o, 1l Fasl 363k, 45
% . TLR7 #h# ] 345 11-10 A HY DC G &R,
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TLR7 agonist Imiquimod reduces the negative regulatory function of IL-10 transfected
mouse bone marrow-derived dendritic cells
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(‘Center of Laboratory Animals ,’Department of Nephrology,Nanfang Hospital ,Southern Medical University,
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[Abstract]
dendritic cell (mDC). Methods: The 1L-10 plasmid was transfected to mouse mDC,and TLR7 agonist, Imiquimod ,was added to mDC
for 48 h. The expression of MHC Il ,CD80,CD86, FasL. in mDC were detected with flow cytometry ,and the production of the I1-6 and
TNF-a was detemined by ELISA. Results:IL-10 suppressed the expression of MHC Il ,CD80,CD86, decreased the production of 1L-6
and TNF-a,and increased the expression of Fasl. on mDC. Imiquimod increased the expression of MHC II ,CD80 and CD86,which

Objective:To observe the effects of TLR7 agonist on the immune function of IL-10 transfected bone-marrow derived

enhanced the production of IL-6 and TNF-o,but inhibited of FasL expression by the IL-10 transfected mDC. Conclusion: TLR7
activation reverses IL-10 induced low response of mDC.
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DC W&, A F 10(1L-10) b E KT B
(TGF-B) ZF AWM, imDC W] 433 1L-10, I
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Toll #£3Z44 7(Toll like receptor 7, TLR7) &—FF
FEE T UM PRI R S AR5 5 e a2 AR AR
LS/ N R OR TR S VI AR 55E RNA (sin-
gle-stranded RNA ,ssRNA), | VZAFAE TR G2 i
FL LA DC N E, AHIFEH TLRT B3HE . N T&
JSCAA KRR TSR A5 ) WK B (Tmiquimod ) SR AL
/NERUE RER SRR, WA HCXT TL-10 B YL 51Kk
YA S S A PR TR BB S
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1.1 ##

/INFREE AL TL-4 7 200 6 — 5 3 290 i 7% o) 35 PR
F (GM-CSF) 14 H 3£ [# Preprotech 23 7 ,pcDNA3.1-
mlIL-10 B A R 5 BERF R 27 Bl B2 e S s i ==
B PE FRic i/ Bl CD11c JA/IE .CD80.CDS6,
FasL HUIAIE H S [ Biolegend 23], Kl TL-10 . 11-
6 IR RFE F o (TNF-a) B ELISA X7 &0 [
JE[H eBioscience 2 Fl, YRR H JEE In-
vitrogen 2\ Al , S8 FEHE RPMI1640 SFiAE /NI
TH Y A 32 [ Gibeo 2 F], TLR7 # 8h5 Imiquimod
) F 3& [H Invivogen 23 Fl
12 7%
1.2.1 D& mDC #94& 5 44

WrIbAE 6 JElkY CSTBL/6 Mt/ N, JCRE BB
HREA IR N 1x10°4~/mL, AR 10 ng/mL
IL-4 J GM-CSF,10% fif 2F- IfiL 5 B9 RPMI1640 T
37°C 5% CO, ¥53% 3 d Ja it 4eil ,7 d J5 FIH PE
FRicht/NEL CD1 e FUAEEFTARIC, I =20 A A
mDC 4l 175 R A 1A .CD80,CD86 ik,
1.2.2  peDNA3.1/peDNA3.1-mlIL-10 %% mDC

WAERF: 7 d B9 mDC H PBS VB JR, % 1x
10° A~ /L (A AR 2 B 43 1 3 4, i 3 &AL,
IAZ] 24 FLEEFR T, 4IRS 2 50%~60%H]
FhEge 1 A ARFE AT IRA, 55 2 dUmA
100 pg/L peDNA3.1 75 BOkL, 55 3 41 A 100 pe/L
pcDNA3.1-mlIL-10, FH T4 YL i SR 5 1 A 1) L
B 1:4 ¥ Bk 5 i BUA R IR 5 5] S RK
15 min, OB RAELZ G, HEoR -8 AL
G ATE TR IR G, SN AE BTG
M3  TEHiA: 2 19 RPMI1640 8555 35 78 37°C 5%
CO, MR TP 15 3% 48 h J5 , ELISA ¥ 41 it 55 5% I
T IL-10 W B DUHIWT R Qe 350 0R iR e 3
HET 3K,

1.2.3 TLR7 #%h %] Imiquimod #]#% DC

T DC A MA 5 pg/mL Imiquimod
KL 7% 48 h,PBS ¥ 3 IRk,
1.2.4 AKX e susn

PR ANB S B R 1x10° A4~ /mL, 43 lARic ik
PE-IA/IE PE-CD80 .PE-CD86 .PE-FasL, 2 &% &
30 min,PBS ¥ 2 i, LA 0.5 mL PBS &, Fii=
YA T 8T, PRSI R T 3K,
125 @B FHen

FRAEATA S A 5460 DC 5575 L3 Y 11-6.,
IL-10 1 TNF-o, FIRSCEIELE T 31K,
13 GitF o4t

fiiFH SPSS13.0 et A AT 00T . Bd %K
+ FRfEZE(X = s) 3o, A LB « K, 2241 R e
F 2501, P < 005 MZESASGIHFE X,

2 5 R

2.1 1L-10 # % mDC #9 4] &-

T 7R 90% LA 124 CD11e BHEAHAE, DC
P EHIE K 1A CD80.CD86 (& 1), 1L-10 #% 4
DC 48 h Ji5 ,ELISA Kl 1x10° 4400 F3 4 TL-10 &
H24 300 pg/mL, B S FHEYLET (20 pg/mL) , 278
RIS T 43 1110 £ DC(P < 0.05,n = 3),
2.2 Imiquimod #1ig5 DC & f 348 5 F 49 T AL

Yy 1L-10 /9 DC 2 18 P [ 1L 43 F CD8O
F1 CD86 ik W] WA T A F% Ye 5 25 AR X FR2H
(P < 0.05,n=3); Zxt Imiquimod i 48 h J5 , 4%
20 DC ik CD8O0 1 CD86 Wl Fh i, # & IL-10
g CDS0 Tk T DC A 525 AT A4 (P <
0.05,n =3,K2),
2.3 Imiquimod * %% % 11-10 %9 DC 48 it &, 1L-6
% TNF-o 89 %R

YL 1L-10 B9 DC 23 TL-6 2 TNF-o J8/0 (P <
001,n=3), 1HZ:5 Imiquimod H[E 48 h J& ,11-10 YL
DC & 1.6 M TNF-o BH B3P < 001,n = 3,15 3),
2.4 Imiquimod ®)igJ& DC & & FasL £ 4 F & ik

IL-10 #4% DC (1 FasL 50 B T8, 455 Im-
iquimod HI 48 h J5 ,TL-10 4t DC 4H FasL 61k
BREE(P<0.01,n=3,F4),

RIS =
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FHRSERS AR DC 73 A A DC, H
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Figure 1 Changes of IA, CD80 and CD86 expression after induction by IL-4 and GM-CSF
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Figure 2 The effects of imiquimod on the expression of
the IA,CD80,CD86 in the DCs
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Figure 4 The effects of imiquimod on the expression of
the FasL in the DC
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