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— A RA B R AW K iR 5234 41 il (antigen-pre-
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RS T 40 BES . 2SR i (dendritic cell,
DC) Ak P B3 L ERME APC, 7E15 & %% ) N LA &
GIETH 2R PR EENIEHLY, ME B
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PR, FiR 31~63 &, FI545.1 3, WifE 2~12 &, F
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SASP (Sigma /A @), RPMI1640 153%3(Gibco 2
7]), B 4F & (Hyclone 22 &), Wk EL480 B 43 B #(Axis-
shield A &), rhIL-4. rhGM-CSF. hTNF-«
(Peprotech /2 #]), PE-CD83. PE-CD86. APC-HLR-
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DR(eBioscience 2t &), FACSAria Cell Sorteriit 240 il
{X(BD /A7), Human IL-12 ELISA Development Kit
(Biovision A #]), CD4* T Cell Isolation Kit II.
MiniMACS %% 2k 51 B 2% (Miltenyi Biotec 24 ]).
1.3 4hE I & 4% 40 Bt (peripheral blood mononu-
clear cell, PBMC)BI4 55

FHEL 20 ml RA BEF G EEPUREIL, IMAEE
PBSESIFRRE, LAWK EL 40 B 53 B o1 2 P A6 P B0 (20
'C, 1 800 r/min, 20 min), B H A 55K 40 1 |2, PBSYRLE
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1.4 DC BAIMESIEF R AT

F RPMI1640 &40 i3, 1475 40 B 5% 5 4 2x108
A ml, ZEREFERR T 37 °C, 5% CO, ¥:5%£2 h, FIEF
LEW, KA RZAE. SRASLERNA
%74 100 ng/ml thGM-CSF. 50 ng/ml rhIL-4 [
RPMI1640 5553 . 353758 5~7 R, SRR RHE DC.,
P 25 ng/ml hTNF-o, 35 5% 2~3 F )8 BCA %
#ADC. SLRMATEMA SR B4 & rhGM-CSF,
thIL-4 FIEIIT, IIASASP—iEEH5 5% 5~7T K, ¥t 2= SASP
J&, M5 %} B 40 5] 37) B hTNF-ou 35 3% 2~3 KRl DC
BE. H—EBRAMANSXRAFRFE rhGM-
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CSF. rhIL-4 3% 5 XJ5, I hTNF-o # R & 1A
SASP H¥i 7 2~3 K.
1.5 EFREERENE

AR 1x105 4>/ FEAS 3G SR 40 i 3 A PBS % 2
K, 4y B 20 ul PE B APC #Ric A< BT, RS
JETN 4 ‘COKFE RS 30 min, PBS #E#: 2 Ik, Bk
1 AL (S0 AT R 4 4 .

1.6 ZHRE & HA M ZE 3L 38

W4 40 . 2% 106 4, PBS ¥E#R 2 IR, IMAUKTFiA
#170% ZEEFEE, 4 C, THW. HLFEEEH, 3
ml PBS E& 5 min. 400 B K7 MidiE 1 1k, BOF
F= EEW. B PTW 1 ml #¥fE, 4 “C#EY% 30 min.
G B OGHEAT R, SEE6 45 5 BENL A ModiFit
4 .

17 R& M B 4AAE M (mixed lymphocyte reac-
tion, MLR)

FA S S RERRVEFREN CD4* Tk 2 40 i 1x 1054/ 7L
VB4 [ N 40 AL, i S B DC 1R RIS A, DA
FFIEE, IF 96 LK. L5 DC fEiAR—KIKE
) PBMC 1R L % . 5% CO,. 37 CHEF 72
h, B 10 pl 5 mg/ml MTT 4k4E8553% 4 h, 335 5F LiE
%, it DMSO & #% 5 & 10 min, 52 570 nm H K
A 1B,

1.8 EgHL G IR MY SR 36

BN s 5 iAW, TR B R
Rl IL-12p70 &8, 45U pg/ml KR,

1.9 Zitorh

F SPSS10.0 Zeit A #EAT IR 04T, S5 R X2
TR, LARVFERELECR AL AR T E 3T,

P<0.05 A BEMER.
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4B RA £ PBMC, I rhGM-CSF. rhIL-4
¥ 5~7 K. A, CD83. CD86. HLA-DR 21K
Fik. WEMA hTNF-o ®I¥, CD83. CD86. HLA-
DR A E ER(E 1).
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PBMC [f] DC 20k s 2 H i 72 HF A B i Buin A
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A SASP }:5% 5~7 K, ¥t SASP J& B I\ hTNF-o %
B, SRMASASP AHLLEENHESR. WH
SASP AN i PBMC [A] K i # DC 43 4k. 7 PBMC H
thGM-CSF. rhIL-4 #43% 5~7 XJ&, L\ hTNF-o R/
FI RN SASP 3£3% 2~3 K, K3 DC # CD86
HLA-DR L33k Hoxf R 41 5 3 P#{K(P<0.05, EI2A), B
TRA U 0 B S NV AE B X 2 DC 38 [R) P 44 T 40
58 (I T 652 30141 (P<0.05, [ 2B). UiH SASP &
T DC KR FE .
2.3 SASP AT NHI K DC M E#MFA& T 4
R 4 3 3

# 4 thGM-CSF. rhIL-4. hTNF-o Rl #
¥ DC 5 FF R4k T AR FE A TRE, R
N SASP L8537 72 h, Wk 40 Y S5 R S0 R
SAHEL I SASP 41 DC FIl¥# T 40 I FE I RE ) B3
FEEE(P<0.05, & 3). & U SASP HEH 231 AR
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1 ' 70.25 79.05

CD86 HLA-DR
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O~ & - #itk, *P < 0.05
B F/MhGM-CSF+hIL-4 —A— 50 ik, *P<0.05
BE®a  thGM-CSF+rhIL-48%575~TR
3 -3 thGM-CSF+hIL-455585~7TR, B ARTNF-0553:2~3K
SN ==  thGM-CSF+hIL-4+SASP¥; FE5~TR, ¥E2SASP, FMAhTNF-oi%352~3K
B —— hGM-CSF+hIL-4455:5~7K, B N AhTNF-0+SASPH; 7:2~3K
2 SASP M5 DC B
4 r -0~ DC FT1 SASP M DC 43 IL-12
~O~ DC+SASP IL-12p70 (pg/ml)
3} Xf 472.18+6.87
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DC A SASP 555 24h, AR s, B
G % W B SIZ 36 I 52 TL-12p70 1235 B/ A SASP4H
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RBEMHRKXREY), 27 B 5 REMHRR, IR
SHLARMIE . FrR MM/ MRR DR R AR
R EEERC,

RA BR—FM B FREHHRRK. 7EM APC KT
JE 3% 245 T %0 Bh 4t M A SL 5 S r3s s 2 H o
FIEEIRS, EHIMFFRRA, RA B AL
W SMNAM P HFELE DC U8, BB ERKELE
PR ILA KE DC ©, Balanescu UK H i 41
XK A RA 38 DC R BRI, KITESIHRA &
EWEB R ERAFHA DC 4Bl ML,
RARII RIS SN FE 518 IR RO IR R A RIA F o
TFRSLRB S FH DC HEMEHFRX. ARARIER
A ShJE L %753 B B DC 1R EL AR A4 R TH
47 CD80ELCD86, T &4 IRk ), SMAMLDC
) CD86 Rix &M B & TIF# DC 1112,

SASP & H 5- E A KRR 5 itk e @ i 1R A
ST, FFHRIEAVEAYATIRK, BRIE
RA & XB MBI FIi6T7 LB RIFRUR, 7T AR
RA ‘iR, 1980 4E, McConkey 25514 i# 74 5] RA
2 SASP YT 4 FJG, ImRIERE BBE, miil. C
RMEAHE TR, 3 EXMEE—ERFS: 34 A,
H BT & RA K% F 249, B AT
#. IR KL SASP REMHIRTFIRE SR B
WES R TR 40 M A Fibk 2 40 o 4 A 1)
YER, F95 ANk SASP AT #I] DC X [ R4k T
2 i (SR 1 FE, 327 SASP A 4 DC AR szim e
IR, AFFRAMUESE T DC I E M 74k T 48
FH PSR, B s %ot 40 P R T 431 E R R SASP A
/> DC R EHh FIRI# 5>+ CD83. CD86 A1 MHC II
%4rF HLA-DR fIRi%, 30 A B #4 DC 7& TNF-ou )
BE AN LB DC, 1] DC X [FF 74k T 40 i

HIRIS, MR R RZREBEIE.

IL-12 B p70 F1 p40 PN EEEA K, EE i DC.
E w40 R B 41 =4, & DC & 5HUE %% N & 1)
KEAMEFOS, HEFS KM IL-12 A[{2i# Thl 1
WPk, 7698 Th1/Th2 FEH RIFEEE/ER.
IL-12 BB {@ 3 IL-1. IL-6. TNF-o 40 EFH
Ayuhnen IR RRE RN . RA 2—FF Thl 1M hEE
o F FHUAT IR, BATTCART IR ST A SE T 3 s e,
AHIFF IR SASP 7] LA DC 7394 IL-12, 277 T
SASP S N . A% RAE R 7 AT e 5 HA
il IL-12 FWF %

25 bR, SASP A e #PH] DC HIEE. X
T 2507 400 Bl 6 s S8V P % TL-12 33, MATTO RS B8 5
TURR R N, TR S i, G RA RTERIME
Hi.
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Salicylazosulfapyridine Inhibits Maturation and Function of
Dendritic Cell Derived from Peripheral Blood Mononuclear

Cell of Patients with Rheumatoid Arthritis

Jie Han* , Hai-Yan Chen, Jie-Ru Zhou, Wei-Dong Wang, Pei-Chen Shen
(Department of Immunology, East Hospital, Tongji University, Shanghai 200120, China)

Abstract Dendritic cell (DC) play a pivotal role in RA pathogenesis. To understand therapeutic mechanism
of salicylazosulfapyridine (SASP) in rheumatoid arthritis (RA), the affect of SASP on DC was investigated. Periph-
eral blood mononuclear cells (PBMC) isolated from 18 patients with RA were stimulated by GM-CSF, IL-4 to
develop into immature DC. They can finally differentiate into mature DC in the presence of TNF-a.. Compared with
these DC, SASP-treated DC showed lower levels of CD86 and HLA-DR expression and less capacity of stimulating
T cell proliferation. We found that SASP could inhibit DC maturation, but not development of DC precursor from
PBMC. Moreover, the abilities of mature DC to stimulate T cell proliferation and produce IL-12 could also be
restricted by SASP. This suggests that the therapeutic effect of SASP on RA maybe associated with its ability of
inhibiting DC maturation, immune activity and IL-12 secretion.
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