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EGCG Xt Ro52 415/ THP-1 4HAEA T
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W kA, 7 4 M 121000)

HE . BH W RERTFILF LA FHE (EGCG) 3 SSA/Ro52 (Ro52) I8 A$d — B4
mpAk THP—1 A= A K E BT oty ¥, ik MERE Ro52iT A 4 (pCMV-Ro052), pCMV-
Ro52 #: 4 THP—1 40 Jf 48 h, #) Ro52 mRNA Fo %k & &k KT E, KARKEEY — 5L F F Ak a5
Far Al B4 W AN THP—1 ol F = 5, BB S I8 R IR A P B 3R L B F —a (TNF-a ). A% -1
(IL-1B ). IL-13 /K-F, pCMV—-Ro052 fikisk 4 48 h J& , 4 A4 A 0. 5. 10, 20 #= 50 mg/L EGCG £ 22 4m
B 24 h, # Ro52 Rikeg T, THP—1 ey /A, VAR TNF-a ., IL-18 . IL—-13 K-F, &R pCMV-
Ro52 #2 3 Ro52 & ik (P <0.05), L8 THP-1 @A =% & TNF-a . IL-18 . IL-13 K-F (P <0.05);
JE Ro52 i & iAag THP—1 @i, 5 0 mg/L EGCG #8483k, 10, 20 #= 50 mg/L EGCG 41 Ro52 & & & A K
P ATEATNF-o., IL-1B . IL—13 KFHEAL (P <0.05), Zif Ro52 it kA TRHFA LY — Ev it
THP-1 A=A X E KW F TNF-a. IL-1B . IL-13 % i ; EGCG . 55 Ro52 A~F 8 THP—1 4 LB =, M
Y XEBEF TNF—a . IL—1B . IL—13 #9434,

KER : b - EEMAL ; Ro52 ; @A 5 XERET ; RARFILEELR TR

FESZES © R593.241 HERFRIRED ¢ A

Effect of EGCG on Ro52-induced apoptosis of THP-1 cells and
inflammatory factors

Yi Zhang', Chang Liu’
(1. Jinzhou Medical University, Jinzhou, Liaoning 121000, China; 2. Department of Endocrinology, the
First Aftiliated Hospital of Jinzhou Medical University, Jinzhou, Liaoning 121000, China)

Abstract: Objective To explore the influence of epigallocatechin gallate (EGCG) on apoptosis of
human monocyte macrophage cell line (THP-1) and expression of inflammatory cytokines through Ro52 over-
expression. Methods Ro52 over-expression plasmid (PCMV-Ro52, 20 pg) was constructed and transfected into
THP-1 cells for 48 h. Real-time fluorescent quantitative PCR was used to detect the mRNA level of Ro52 and
the protein expression level of Ro52 was detected by Western blot. The apoptosis of THP-1 cells was detected by
Annexin V-FITC and propidium iodide (PI) staining. The levels of TNF-a, IL-1p and IL-13 were measured by
ELISA. After 48 h of pCMV-Ro052 plasmid transfection, the cells were treated with EGCG at different concentrations
(0, 5, 10, 20 and 50 mg/L) for 24 h. The protein expression level of Ro52, the expression levels of TNF-o, IL-1p and
IL-13 and the apoptosis rate of THP-1 cells were detected. Results pCMV-Ro52 (20 pg) significantly increased the
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mRNA and protein levels of Ro52 (P < 0.05) and up-regulated the apoptosis rate of THP-1 cells and the levels of
TNF-a, IL-1B and IL-13 (P < 0.05). In the Ro52-overexpressed THP-1 cells, compared with the 0 mg/L group, the
Ro52 protein levels, the cell apoptosis rates and the levels of inflammatory cytokines (TNF-a, IL-1p and IL-13) were
significantly decreased in the 10 mg/L, 20 mg/L and 50 mg/L EGCG-treated groups (P < 0.05). Conclusions The

over-expression of Ro52 could promote the apoptosis of THP-1 cells and the secretion of TNF-a, IL-1p and IL-13.

EGCQG can attenuate Ro52-induced apoptosis of THP-1 cells and secretion of inflammatory cytokines.

Keywords: monocyte-macrophages; Ro52; apoptosis; inflammatory factors; epigallocatechin gallate

Z 8 M 2L BE R JE (systemic lupus erythematous,
SLE) 2R Z R 5. Z&HE, KWHLHE 5",
KEBMWEER T RRETILEREE TR
( epigallocatechin gallate, EGCG ) X AR B 48 il JH 45
TEFH 3 ", SSA/R052 (Ro52) Jit SLE M SCHE %
B, RPN T RE S A% - BRI T AR
iE S BRI " EGCG fil i 3 4 i 1E R PR 40 i
Hi RoS2 fyRIL Mo AR, A% - HERAE P EGCG
5 Ro52 WINREFIAE K RIFATHRE . AU B 1EHE
KA E EGCG Xt Ro52 4 F A9 5% — 15 I 441 g
THP-1 YA T B SAE RS AP, R SLE A A HL]
IFSE S A

1 #RERE

1.1 EEMHSRAHA

L1 2&A AR - BN THP-1 ([
FLEpe I RCEY TR BT L ), Ro52 i Rk i
ki (pCMV-Ro52) ( Jt 5T Biovector 2] ),

112 EZRXAAME WKL TF -«
( tumor necrosis factor—a, TNF—a ). [ 4 & -1 B
(Interleukin—1B, IL-18 ). TL-13 ¥ M ik 7| & W
H % Trevigen 28 &), M-MLV i #% 3t ( % H
Clontech 2 @] ), SYBR Green Master Mix ( 3£ [H Life
Technologies 4N d] ), BCA & & I3 55 & . anti-
Ro52. anti— H M —3- IR S ( glyceraldehyde—
3—phosphate dehydrogenase, GAPDH) ¥t 1&. 3 R
i AL B T4 A € [F Santa Cruz Biotechnology 2
A, RPMI 1640 5 3% 2 ( 32 [ Abcam 22 F] ), B K
B - 2806 & 5 0 F R BE (Annexin V-fluorescein
isothiocyanate, AV-FITC ) (Z£[E BD Pharmingen T,
LA TR BE ( propidium iodide, P1) ( 32 [ Sigma 2% ] ),
Trizol iX7F) &( EH Invitrogen A F] ), T SRR A (il
[E Fermentas 2l ), B\ 95 1 I (polyvinylidene
fluoride, PVDF ) ( Z£[E Millipore 23 F] ), THEFEDK £ 2 M RS

5 (enzyme-linked immunosorbent assay, ELISA ) {7
& (£ [H Santa Cruz ANH] ) Image—Pro Plus 6 Bk (3
[E Media Cybernetics /A 7] ), BD FACSCalibur M&4¢ ( 55
[# BD 2] ), Beckman CXP #f4 ( £ Brea 2] ).
1.2 ANBE#% - ERME THP-1 WiEsx54 4
121  A$4x - B0 THP—1 #9324 7£37°C.
5% — 4 ARk CO, 54, A& 10% FBS Fl 1% T -
HERE R A RPMI 1640 35 72 5035 78 Nt — B W4 i
THP-1. 408 2 d 3% 3 d #ei 1 k, ARG 2k 80%
W, AR, R AR B AL R 1.0 x 10° A4 /ml
RRCE S5 8

122 fmfega IEREFRI THP-1 M X5 IR
20 g pCMV-Ro52 & pCMV-Ro52 4, 20 g pCMV-
NC J pCMV-NC 20", DL} Ro52 i 3Rk 48 h J54kaL
ffFH 0.5, 10, 20 F1 50 mg/L EGCG ZLFE 24 h 5 0., 5.
10, 20 1 50 mg/L EGCG 21 ",

1.3 Ro52 it ik it 5 th AR

K S B 96 O o 1 R A B A W (quantitative
real-time polymerase chain reaction, qRT-PCR ) X} A
J5 Ro52 1 ¢cDNA ( NM_003141.3 ) #4794, I H¥%
FEYIAE A pCMV Fikr, SEAT 5 PR TR 2k . K
e M 1.0 x 10° 4> /ml 1Y THP-1 48 i 55 A 24 fL B
TR, SH WS SR, I pCMV-NC i
Ki 5 # pCMV-Ro52 43 il %t THP-1 2 ffd k17 5% 4.
48 h Jii 2K 1 qRT-PCR #1791, Ro52 1E [ 51 4 -
5’ ~AGAGAGACTTCACCTGTTCTGT-3", JZIa5]4)
5’ —TCAGTTCCCCTAATGCCACCT-3" . % i Western
blot & THP-1 i+ Ro52 3k
1.4 qRT-PCR

Z M8 qRT-PCR 1877 & U] A5 i 2 40 i B RNA,
K H Trizol 157 &5 F13di 5% 51200 &0FF 5.0 v g RNA fE
JHREH G L cDNA, 1 SYBR Green Master Mix 17
SEH RIS M. OV A5 F < 95°CAEHE 5 min,
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95°CHEMH 5 s, 60°CIE K 1 min, 340 NMEFR. R
270 R mRNA RAX A, AR AR AL
AL IEAT 7R . GAPDH JH T qRT-PCR 45 5 ()45 i
TBAb B
1.5 Western blot #&illl

WA 45 A B A0 Ff R AT 24, TR R
K FH 129 1 Aot B 18 74 58 TR A4 T P 5 s P Uk 3 5
AFRIFNE AT, R R R MR (polyvinylidene
fluoride, PVDF ) #E47 1R 4% 8. FH 3% Wi 4= Wi *t
SR SE ALY PVDF 2 B 1.5 h, PBS PR 3 1K,
5min/ K, RH—PiHE goat PATEM) Ro52 (1 : 900)
M GAPDH (1 : 2000) 4°CHF M. veE—ht, 16
AT B AL =Pt (1 2 18 000) HFE
1.5 ~ 2.0 h, VEAEPUARM. SRR ROGE B .
Western blot #1145 5 Ff] Image—Pro Plus 6 #4517 &
BIrHT
1.6 HAREAT-ERIE

W 4E 45 4L 4 i, R BD FACSCalibur ™ & 4t |
AV-FITC Fz PLiH &, MR 0] & 15 B A5 2047 40 i
PRI, FEALER Ny o AN R AL A% 44N Y 41 i LA
1.0 x 10" /> /ml (% JERIF T 100 ml 855 S, K
41 L ) AV=FITC 1 P1 % & 15 min, 7E FC-500 i =X,
HREAL_EAfFH Beckman CXP A 34750 o
1.7 ELISA

WA 45 40 4 ML, H 4 B 6 070 t/min 25 0
15 min, # BRI AT 80°C, M T RAIENR
TForHre RN & Ul BT EE, RIERT
TNF-a | IL-1B . IL-13 %] ELISA i) & pEA A
1.8 FitEFHIE

Bi R F SPSS 17.0 Geit 8k, Ha%RL
B = biifEE (xxs) Fon, I 2000, IR
A LSD—1 K536, P <0.05 & SA G475 L,

2 #R
2.1 Ro52 T RIEFE
2.1.1  Ro52 mRNA K ll pCMV-Ro52 %% 4t 48 h

J& %F Ro52 mRNA il 45 [ 3K 35 09 52 i, X HR 41
pCMV-NC 2, pCMV-Ro52 41 Ro52 mRNA #] X} #
ik B B oA (0.988 £0.021), (1.003+0.029) il
(2558 £0.418), &) 2004, ZRAG IR X
(F =8.543,P =0.000 ), #F— LW LKL LSD-t K4,

pCMV-Ro052 41 Ro52 mRNA 3 ik 7K - 55 X B8 21 7t 1=
(P <0.05) ; i pCMV-NC - 5x%F a4l i, 295
IR (P>0.05); 5 pCMV-NC 444 1L, pCMV-
Ro52 4 Ro52 mRNA Kk F-FHE (P <0.05 ),

212 Ro52%&8  XfHR4]. pCMV-NC 41, pCMV-
Ro52 2H Ro52 £ FAHRT A 55351 4 (10.989 + 0.021 ),
(1.000 +0.065) F1 (2.291+0.815), &) 2mbr, 2
SAEG I EE X (F =62.134, P =0.000), #—4%H
W HL# 28 LSD—1 K, pCMV—Ro52 £ Ro52 & 261k
JKF-3 0 BRZH TFE (P <0.05) 5 T pCMV=NGC 2 5 %
MR, ZRTE8#E L (P >0.05); 5 pCMV-
NC 44, pCMV-Ro52 41 Ro52 # 1 £ kK F-F+ 5
(P <0.05), 45FEW, pCMV-Ro52 #4t THP-1 41l
48 h 1] 138 Ro52 py2eik. WA 1.

Xt 2
Ro52 ww

pCMV-NC 4 pCMV-Ro52 ZH

— -
carpi N o S o

E1 %% Ro52 EAMIFIE

2.2 Ro52 iFFRiEN THP-1 AT BRI

Ro52 1t 3 35 5t Bi pCMV-Ro52 %% Y 41 Jfl 48 h
Ji A I X THP—1 248 B 0 1 L A5 1) 52 i X6 HELZ
pCMV-NC 41, pCMV-Ro52 41 THP-1 41 g ] 1- %
Ay S R (2.401+1.030) %, (2.532+0.512) % Al
(10.337£0.987) %, &I7 24T, ZRAGIEEXL
(F=62.134, P =0.000 ). if—LPM LLEL LSD— K
%, pCMV-Ro52 2 THP-1 £ i T 350t B T s
(P <0.05) ; 1fii pCMV-NC 45X} IRL edr, ZH5 5
it2F 3 X (P >0.05); 5 pCMV-NC g4, pCMV-
Ro52 20 THP-1 Zi i A - & (P <0.05), 453R %
By, pCMV-Ro52 4% THP-1 41 il 48h A] | THP-1
TR, DL 2,
2.3 Ro52 iFFRiExt THP-1 A& EFE F Kk FH)
A

Ro52 i3 # 1K FOkL pCMV-Ro52 %% 4L 41 Jiid 48 h )5
XFHRZH . pCMV-NC 41, pCMV-Ro52 41 TNF-« | 1L-
1B . IL-13 KF i, & 200, 25451
2 (P <0.05), #F— PP LK &4 LSD-t
¥, pCMV-Ro52 41 TNF-a . IL-1B . 1L-13 /K
X IR 40 T (P <0.05) 5 pCMV-NC 4 5 %} i 41
TNF-« . IL-18 . IL-13 K [bis, ZF LG i1

« 40 -
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0 10° 100 100 10° 0100 10’ 100 10° 0 10° 10° 10°  10°
AV-FITC AV-FITC AV-FITC
X HEZH pCMV-NC £ pCMV-Ro52 4H

2 Ro52 i RIEXT THP-1 ZRBE T HIEZNH

B (P>0.05); 5 pCMV-NC ZHAH ., pCMV-Ro52
20 TNF-a . IL-1B . IL-13 /K ¥ Jt & (P <0.05),
ZEIR LW, pCMV-Ro52 ¥ Yt THP-1 40 48 h Al |-
i THP-1 41 ff 73 WA S AE I F TNF-a . IL-1B8 &5
IL-13. W3k 1.

1 2 3 4 5 6

—t e Gt e 0

Ro52 52 kD

CAbHgue o) eup @9 @B e 610

1: XHRZH; 2: 0 mgL EGCG 4H; 3: 5 mgL EGCG 4H; 4: 10 mg/L
EGCG 415 5: 20 mg/L EGCG 415 6: 50 mg/L, EGCG 41

1 BAREERTFKEHZH  (ngml, xzs) B3 AEKE EGCG Xt Ro52 & BRI
25 TNF-a -1 IL-13 PT3535 R 2.362 + 0.213 )% ( 10.380 + 0.682 )% .
Sof HR 2 1.034+0.021  1.011£0.032  1.002 +0.072 (10.061+0.123) %. (9.650+0.781) % .
pCMV-NC 4] 1.030=0.064  1.026+0.064  1.074+0.050 (6.352+0.902) %. (5.234+0.321) %, &) 25T,
pCMV-Ro52 4 2.233+0491'  2.157+0336'  2.335+0.316 ZESFA G E R (F=82.354, P=0.000), #t—M
Pl . . e W4 LSD— K%, 5 0 mg/L EGCG ZHAH L, 20 Ail
i 0.002 0.001 0.001 50 mg/L EGCG AN T F# K (P <0.05) 5 0 mg/L

W 5N . pCMV-NC 4 IHL#, P <0.05

2.4 EGCG ##l Ro52 Hyid &kiA

0. 5. 10, 20 1 50 mg/L. EGCG 4b 3 i %
ik Ro52 WU 24 h, XFBR4H, LI 0. 5. 10, 20
1 50 mg/L EGCG 4 Ro52 4& 1 A1l %t & 3k & 43 9 Ky
(0.974 £0.069 ), (2.425+0.562). (2.032+0.683).
(1.907 +0.637 ), (1.715+0.367 ), (1.308 +0.102 ), £
T2, ZRA GRS (F=31.342, P =0.000 ),
H—L P LR 2 1SD~ K5, 5 0 mg/L EGCG 41
FEE, 20 F1 50 mg/L EGCG 41 Ro52 2 1 7K - F& 1%
(P <0.05); 0 mg/L EGCG 4] 5 10 mg/L. EGCG 4 [t
B, ERAGIEE X (P>0.05); 0mg/L EGCG 415
5 mg/L EGCG A b4, 2ZRThGiit2#E X (P >0.05),
UL 3,
2.5 EGCG 4= THP-1 4fAT

i KN [A & B (0. 5. 10, 20 Fl 50 mg/L)
EGCG AbPt 5K Ro52 B9 THP-1 41ji8 24 h J5, XFiE
A, LUK 0, 5. 10, 20 Fl 50 mg/l. EGCG 41 THP-1 4l

EGCG 45 10 mg/L EGCG 41 Ib5:, 2R LG iT2¢E X
(P >0.05); 0 mg/L EGCG 415 5 mg/L EGCG 41 L%,
ERIGHE X (P>0.05), WK 4,

2.6 EGCG FEHT Ro52 ¥4 il 4 i E F B 250
2.6.1  TNF-a M AR #E (0. 5. 10, 20
F1'50 mg/L) EGCG Ab 3 i & ik Ro52 i) THP-1 4
Mi24h 5, XHAH, PIK&O, 5. 10, 20 Fl 50 mg/L
EGCG 41 TNF-« . TL-18 . TL-13 K F lb &, &0
20T, ZRAGRIFE L (P<0.05), LM
A28 1SD—+ K5 55, 5 0 mg/L EGCG 414 H, 20 A
50 mg/LEGCG 41 TNF- o 7K F-FEAK (P <0.05) 5 0 me/L
EGCG 45 10 mg/L. EGCG 4 [b#s, R TG iT2FE X
(P >0.05); 0 mg/L EGCG 415 5 mg/L. EGCG 41 L%,
LSRG FE L (P>0.05), W& 2,

262 IL-18 X B4, Lo, 5,10, 20 Fl
50 mg/L EGCG 4 1L-1 B AL, &2, 5%
AT E L (P <0.05), #F—L MW AL LSD-
i, 5 0 mg/l EGCG gHAH L, 20 A1 50 mg/l. EGCG
ZHIL-1B 7K F A% (P <0.05); 0 mg/L EGCG 4 5

.41.
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PI

10°
0
0 10° 100 100 10 0 10° 100 100 10 0 10° 100 100 10
AV=FITC AV=FITC AV-FITC
X REZH 0 mg/L EGCG £ 5 mg/LEGCG #

10°

10°

0

10° 10° 0 10° 100 100 10 0 10° 100 100 10
AV-FITC AV-FITC AV-FITC
10mg/LEGCG 41 20 mg/L. EGCG 41 50 mg/L EGCG 41

E 4 EGCG ¥t THP-1 AT RIS 0E

F2 BHREETFKEHEL

( ng/ml, X+s)

215 TNF- o I-18 1L-13
X R ZH 1.018 £0.134  1.045+0.084  1.035 +0.086
O0mg/LEGCG#4H  2308+0276 2.096+0.257 2.322+0.374
5mg/LEGCG#H  2.043+0.142  2.089+0.108  2.159 +0.244
10mg/L EGCG 4l 2.012+0291  1.977+0.172  1.947 +0.138'
20mg/L EGCG 4 1.725+0.224"  1.749+0.177°  1.737 £ 0.452"
50 mg/LEGCG 41 1.266+0.260"  1.193 +0.326"  1.187 = 0.258'
FAH 22.241 12.857 69.521
PAH 0.001 0.000 0.000

e 5 0mg/L EGCG 4 H#, P <0.05

10 mg/L EGCG 4 IbAL, 2R/ TGt #E L (P >0.05);
0 mg/L. EGCG 415 5 mg/L. EGCG 4 H#, 25141
Y (P>0.05), W2,

2.63 IL—13 XTHRZL, DIR 0. 5. 10, 20 Fl 50 mg/L
EGCG 41 1L-13 /KL, &ir2omtr, 22RA501
(P <0.05), #E— 20 W M L84 LSD-t £ 4,
5 0 mg/L EGCG #HAIH, 10, 20 F1 50 mg/L EGCG 41
IL-13 KRR (P <0.05); 0 mg/L EGCG 215 5 mg/LL
EGCG A #, =5 gt 5 L (P>0.05), W3 2.

I i
3.1 Ro52& 55 - ERMMEATHERES

B AR TE B F 7K T

AT R, 3FE Ro52 BEWT LIEE THP-1 41
MRS, ST SE THP-1 40 TNF-o | TL-18 A0
IL-13 B0, XUEHH, Ro52 7EEAK% — B RN LAY
REZEALANSAE 120 Wb b A E T . B - B
YHIAE SLE BYEpe it B A B ZE ], AHE I %
FERNL, W RPEN . R T AEAE ", Wik
2 I W A A S 0 25 IR Bl R v 2 A AN PR 1
A ERYE ", TABAS %5 " W5y #HH , SLE AHCIK I
JEAE, VIR B 5 ) SRS AN R SO 25y ] K B
AL SR T, R A B 7 S PR R T At
VAT A B A FRPEE R T, 0 SLE B TR N B B g4
MIFFWEII R, LA H B e vh B R A Y
ST R R R R, XEURE R A 5
SR JRT- AR S SLE UM

HE AL " TSR W], SLE HE I %E hAJR
Ro52 & R IKKF B THs, Xl E Y SLE B0
AR RI I A B — W0 A S P T 3G,
DAL N 4 B A PR 43 WA G A 5. Ro52 # 2 SLE

e 4D
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Kk, 45 . EGCG XF Ro52 A-S:1Y THP-1 AR T S 465 () 5 i)

G2 A B et i R i RS Y, AT BB
PP TR AAE N e AR P A 5 ™Y, X SLE
D BEBRE R R 2B, P RoS2 Hiik 5 iR LA
T O U ZR T RoS2 HUIRZS & 5 s B W4 ™
]I A, Ro52 TEANME N feyie il B rh A4 S i T
P ER ", BLAKE 58 " R KB, AR 2
) E B e T e vk B g R T, R EET R E
IV 20 g % 17 Ro52 3k . ASHF5T B RoS2 ml LA
VA B - BN T R AE ] TNF- o L 1L
1B . IL-13 (b AE5REW, Ro52 1V H B0 Hif
T=43FHE A B G BE B A 1 20 B T 0 S s 1y 3k
FEARAEIEER], 1M HARAG WIS SLE S —
ANEEIRRE
3.2 EGCG R4 Ro52 3t H#% — B4R A0
RIE EFoKFHIEE

EGCG 2 —FAZmA&n 1", WA S
GPEME BRI AR )T AR, C&MIRIT TIREG S
ESF PN . YR G E R G RE 5 I bR & A AR 4
WO RAMG ™, AR5 KM, EGCG R TE 20
150 mg/L 2 ¥R B2 35 0l 9% Ro52 o 3Rk Jood i e
THP-1 4l i S 2 Y Ro52 # £ ik, JF HooT LLRH 1k
THP-1 41 i 8% Ro52 2 & 3K J5 3 B0 40 L 8 T34 .
5 pCMV-Ro52 I AH I, 40 AE Kl F TNF- o . 1L~
1B . IL-13 /KP4 EGCG i, 45530, EGCG &
— PR BT TR ST, AT LA ZE BT Ro52
A 200 0 1~ 3550 IR S AE PR T35

DIERFSR [RIARE R IR, EGCG REMSAG R F 4
PR T, IR G A A S E O " . HASHIMOTO
2 UG B, R EGCG AT A 37 S/ B W 40 g
FEAA AP T W98 & B EGCG X Ro52 HAT B Y
PR " AR AR AL, EGCG BEH Ro52
VAR THP-1 4T, 5 ks R —k, HSU %™
FERFFEIE B N K PR 3R B AR JBOY At i 5 Kk AR Al
BENR AR AN NI RERT & B, EGCG RENS B & Ro52
G2 ABPURMRIE . G553, Ro52 Tk EGCG
A EdE , 9 H EGCG Al i i Ro52, /- A% -
FL A0 PR T~ 5 9RE I o

25 L PPk, Ro52 if ik vl 2 if N B A% - B Wi
40 Mg THP-1 19 8 1 5 R iE K+ TNF-a . IL-18 .
IL-13 1) 43 o EGCG AT 55 Ro52 415 Y THP-1 4
MOJHT, WD RAER T TNF-« . IL-18 . IL-13 HJ4%
W ARSI N E— WY SLE 25 [ B g g b B

WEANALTIRE . SLE FIFRE 51697, LA SLE B9 A
ML S 04K
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