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WE HE WEBREZIRRHEFH XY X (collagen-induced arthritis,,CIA) X & % 9 I & &
9 R e B F 2 AR A B T 3 (tumor necrosis factor receptor-associated factor 3, TRAF3) . & %
A% -23 (interleukin23, IL23) . & @ fe /A~ %-17 (interleukin-17, IL-17) . # B F-kB (nuclear factor-
kappa B,NF-kB) i x5t B F-a(tumor necrosis factor-o, TNF-a) & iA & BR % ¥ 9% 22 69 %5 v# , 3K 31 %
75 ¥4 £ KR % X (rheumatoid arthritis ,RA ) 78 B 5o & SO AR5 69 - FALHl. Fix &L CIA KR4
A RAER R A AR L PSR, R B R P A EAL, B A6 R, B XIEFMEE R, EF
MEBRAAT X B FTK 10 mL/I(kg - d)#E R, Fadkxt BAT R AAKRSF1.87 mg/(kg - d)EF,EEHK.
PR By ERA AN E 28,147 g/(kg - d)EEFHANER,ELE TR 12 B, 45 KA Real-
time PCR .Western blot .ELISA ¥ K TRAF3.IL-23.IL-17 \NF-kB .TNF-ao mRNA & %& & & & K F,
AAABAERX T REBAL, R 5 EFHLE, A2 TRAF3 mRNA # &% & £k K-F FiR(P <
0.01),IL-23.IL-17 \NF-kB % TNF-a mRNA # 5% & & & &k K-F LiF(P <0.01), HEAME R T
7 &4 TRAF3 mRNA # % 2% & & ik K-F L (P <0.01, P <0.05), %% X . ¥ # &4 IL-23 \NF-«B.
IL-17 -TNF-a mRNA %% & & & &2 K-F TR (P <0.01) , &% ) 71 #48 NF-xB . IL-17 \TNF-a & & & &
RFTFHEP<0.01), BEHEFNZTUCIA RERXTREXTARRARERE, it HBBEHKE CIA £
AR TR S 9% SO B 99 LR T AR 5598 TRAF3/NF-kB 43 5 @340 % .
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Effects of Tengmei Decoction on TRAF3/NF-kB Signaling Pathway in Synovial Membrane of Colla-
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ABSTRACT Objective To observe the effects of Tengmei Decoction (TMD) on the pathology of
ankle joint and expressions of tumor necrosis factor receptor-associated factor 3 (TRAF3), IL-23, IL-17,
nuclear factor-kappa B (NF-kB), and tumor necrosis factor a ( TNF-a) in the synovium and serum of col-
lagen-induced arthritis (CIA) rats, and to study the molecular mechanism of TMD on immunoinflammato-
ry injury of the synovium in rheumatoid arthritis (RA) rats. Methods A CIA rat model was established,
and rats were randomly divided into a model group, a positive drug group, and large, medium, and small
dose TMD groups, 6 in each group. Another normal group (n =6) was also set up as the control. Rats in
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the normal and model groups were administered with deionized water (10 mL - kg ™' - d ") by gastrogav-
age. Rats in the positive drug group and large, medium, and small dose TMD groups were respectively
administered with leflunomide (1.87 mg-kg ™' -d™"'), and28,14,and7 g - kg ' - d~' TMD by gastroga-
vage. All interventions lasted for 12 successive weeks. After intervention Real-time PCR, Western blot,
and ELISA were used to detect mRNA and protein expression levels of TRAF3, IL-23, IL-17, NF-kB, and
TNF-« in the synovium or serum of CIA rats. The pathological changes of ankle joint were observed under
light microscope. Results Compared with the normal group, mRNA transcription and protein expression
levels of TRAF3 in the model group were significantly down-regulated (P <0.01), mRNA transcription and
protein expression levels of IL-23, IL-17, NF-kB, and TNF-a were significantly up-regulated (P <0.01).
Compared with the model group, mRNA transcription and protein expression levels of TRAF3 in the medi-
um dose TMD group were significantly up-regulated (P <0.01, P <0.05), and mRNA and protein levels of
IL-23, IL-17, NF-kB and TNF-a in both large and medium dose TMD groups were significantly down-regula-
ted (P <0.01). In addition, protein levels of IL-17, NF-kB, and TNF-«a in the small dose TMD group were
significantly down-regulated (P <0.01). The pathological changes of ankle joint were improved to different
degrees in all 3 TMD-treated groups. Conclusion TMD improved immunoinflammatory injury of synovium
in CIA model rats, which might be associated with regulating TRAF3/NF-kB signaling pathway.

KEYWORDS Tengmei Decoction; collagen-induced arthritis ; TRAF3/NF-kB signaling pathway

KR 15 4 (rheumatoid arthritis, RA ) J&—
PR AR DG 1 RS T Oy S FEER LAY B B e
o ORI R 2 S AR M A AV, 4% 1 40 it TR 5
ROV B 25 0 1, 2 RA TR SAE N A 22 A
#E%i7% (Tengmei Decoction, TMD) &5 Ui & KU1l
2 Im RIGYT AR B IS S RA W & m Ak Jr,
It RS 00 U0, w808 T sl 3 RA BB 5 T 3l
B C s H ( C-reactive protein, CRP) . Ifil
Pl (erythrocyte sedimentation rate, ESR) . Z&XiE
HF(rheumatoid factor, RF) 2545y %3845,
Pl I )55 Sk 6 45 46 (collagen-induced arthritis ,
CIA ) BRI K B 5615 i B RS B 56 15 6 BB 4052 F3E
S TMD A _E i CIA BEARIR oG 1 2 2t Sk )
it A4 158 5 W) 180075 % K v ( peroxisome proliferator
activated receptor-gamma, PPARYy) f{) £ ik, i 1o
s PPARy A= W) 7 1% M 90 i) #% K 7-xB (nuclear
factor-kappa B,NF-kB) .IL-6 ., TNF-a %5 % 11 40 fifd
PIFHE R % WFSE R B, I8 SR A8 R 152 (R4 T I
¥ 3 (tumor necrosis factor receptor-associated
factor 3, TRAF3) J& [N i/ Bl 2 50 PPARYy ZE[A
SR S U HEN , TRAFS I /E ) PPARYy
FE B, 9 HOET TRAF3 78 RA R n
DT IE D e, A 52560 i WL %¢ TMD X CIA
B E Y W R M2 1M 7% TRAF3 ., IL23,IL-17 \NF-«B
TNF-a 35 K BROCT7 9 PR ol 4R 1) 52 i, 5 78 8 1+
TRAF3 7E RA 4 VR4 i J5 1 iy 28 9 22 06 1k, DL &
TMD it CIA B B G 28 98 P 45 105 14 2 7 Lt

75381 85 TRAF3/NF-kB {3238 % 52 1 .
Lo SES by

1 @i SPF 2tk SD kKL 108 H,6 J&#?,
KT (198 +6)g, Il A AL T 4E AL LK s H R A
FRA AL FAIES : SCXK (1) 2012 -0001 . ASLE
3 B R B P 2RI S T Sl S A B 5L 2
H# 7 (No. 20162009) ,

2 2 TMD: 24 30 g 1% 15 9. L4
10 g . FJFF 10 g. L& 10 g. %25 10 g . FH
30 g.ZF1LJE 30 g SEAL AL, WK ALt BE 2 K2R AR
J7 BEBE 2 B bR EIR R, R R 24 & G — T Lk A e
o KFKFER 10 ma/kr, M AKAE - FIRBILHI 25
MR (165 :151024 ) .

3 EERAN SR R T A E (type T col-
lagen,C 1), 2 [E Chondrex 24+ (#t5:150521);
564 35 K4 7 (complete Freund' s adjuvant,
CFA) ,3[H Sigma ~# (#it%: SLBQ1106V) ; TR-
Izol, 2% [ Invitrogen 72t F] (it %5 : 149105 ) ; One
Step SYBR RT-PCR Kit, H 7/ TaKaRa 23w (it 5.
RRO86A ) ; GAPDH , HAx 2 A E FiiE5 4 b 3 H In-
vitrogen( ) Je8REYHARA R R4 B TRAFS
Ptk , [ Origene 24 ® (#it5: TA322871) ; NF-xB
Pk, JE Abcam 2 F) (it 5 : ab86299 ) ; IL-17
ELISA i 7] &, % Invitrogen 2% ] (Ht 5
147424015) ;10 % P PERR/R AR, At st 45 AR 240
fe i A B &l . Piko Real-time #8567 it PCR #
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M & 4¢, & [E Thermo Fisher Scientific 2~ #]; JY-
2Y1 e BRAY, A6 o B B AR O L Uk O A A BR A A
PerkinElmer %2 I gl 451X, 3¢ [E EnSpire A Al ;
RM2235 Jig#E Y] 7 L, T [E &K 22 7] ; NIKON CI-S £
BT, HARJE AR FRA A

4  BERVHAS . A KT WO flREEHEM: SD
KR 108 H, & WS 1 )5, BEVLIEE 6 HAER
IEEAL, AR 102 H o i fia . 2 RSk S st 41w
WIS 7 AT A 200 B 228. 8 L VKSR HCE
T 50 mL B0 4, 40 mL KB T 5 K, B
0.1 mol/L VKESERVET ,4 C vKAE R . FF 20 mL vk
BERRVATR A 40 mg 2 C 11 by, i i I 58 4 T it
4 Cileid . W HBEELHIM4E C T KBS BRYA T
CFA % 20 mL JH A%l FLIb#% i ae I8 4% 2 4>
50 mL yESHER) fEVKIE ST R F Ak, Blds C 1
WHE A 1 mg/mL (SR, DA B 76 K A3 1L
K4 CROGAEAF A F o 3 B 1 A5 0] 5hE  E F
VKR R AR R R AR R ST 0.2 mL
BT, IE 5 2H R SR [ 3407 v S S AR AR A R K, 10
RIGHEFT I G , T 3 [ Uk S g , i A7) 771 o
0.1 mL/H, ISR GE 555 7 RARYE T KI5 E (ar-
thritis index, Al) 3 # 47 EBPEHro Al W0 45
WETSL0 4, AT 4,1 AR (HS) ) i Bk
PR AR ) TATL0 B A B () AT 202 4, K
F 1 ABECHR ) 18] &5 B Bk i (38 ) T 240 i, ol
(M) S5 LA S B (i AR 2 ) 3 B Ak g — 2 X IRET 5
3 43, BROIE) ST kB G (AR Y KA Z A Y
FEAS DRI M, s (W) 5 DA Bk (4 ) [R) OG5 21
fifrs4 4, AN T B R £0 B Kk OF HL R R 24~ %T5,
Al P53 =4 S F NS 102 H R R fl bt
89 Hs i oy, B3R N 87.3% . R FHBENL AL 73
PAEBUE R R 30 H(F4x 59 H B K B F At
WFSEEL , ASBFSE A TMD #E47 0052 |, #e K 8 % Al
PEATBEDL 3 M A2, BH X HRZH, TMD K o L /3
L RS 6 KL RIERA 6 H,

IER SRR T 287K 10 mL/(kg - d) ¥
B, BH X B TR WK SE 1. 87 mg/(kg - d)FEH,
TMD K UNRI Lo R R AR 2 28 147 g/
(kg - d) TMD j#H . & 2592 25542 Tl IR & A
FH257 58 5.6 .11.2.5.6 .2. 8 {5, TMD K5 & 41 45
HWE SRS 2 IRGA 2y, A HUEE 1 IR ES Tl
12 JA,

5 KMAEES Kotk T2 FE4S5 R, I R
P, 1 3 Bl kL, S O $E B Y F T ELISA

FORKGEM o SRR ZS T B b 8 KBRS, 43 25 B0 g
FNEE AT, T Real-time PCR ,Western
blot FLAKM . HHEERICTT, A 10% VR /R Bk
W Aot s

5.1 XTiiIHE4H4! TRAF3 IL-23 .IL-17 \NF-kB
Be TNF-oo BEREL ARG (] TRIzol 257 2
KRBT A 20 ) RNA 5, 17— Real-
time PCR [, RWAARN 20 wl, VAR F & 2x
RT-PCR £ w1 # 10 pL, PrimeScript 1 step En-
zyme Mix 0.8 pL, B FiF5[44 0.8 uL,ROX =1t
Ykl 0.4 pl, 4 RNA 2 uL, RNase Free dH, O
5.2 pLoJ W & K42 C K% 5 min, 95 C 748
10 5,95 C Bk 5 5,60 CHEMH 34 s, 3 40 PMFI,
FSAE A5 AT 165 A wh 28 40, L3S 5E PCR P24 1Y
FE5erE ., f# 1 Sequence Detection System 4k 44y
Hr PCR 2 R 45 KA A< 1) Ct( Threshold of cycle)
o 1B &G UL ILER 1.

&1 5IWBOT A RIER

ElE/E4 1S 51475 51K (bp)

TRAF3  Upstream 5'-TGAGGAAGTCGGAGTAAATG-3’ 246
Downstream 5'-AAGAACACGGGACGCTAA-3’

IL-23 Upstream 5'-ACCTGCTGGACTCGGACAT-3’ 199
Downstream 5'-CTGCGAAGGATCTTGGAACG-3'

IL-17 Upstream 5'-TACCTCAACCGTTCCACT-3' 188
Downstream 5'-TTCTCAGGCTCCCTCTTC-3'

NF-kB  Upstream 5'-CCCCTGTACGATAGTCGG-3' 185
Downstream 5'-AGGAGCGTTGCTTTGGAT-3'

TNF-a  Upstream 5'-CCACGCTCTTCTGTCTACTG-3' 101
Downstream 5'-GCTACGGGCTTGTCACTC-3’

GAPDH  Upstream 5'-GCAAGTTCAACGGCACAG-3' 140
Downstream 5'-GCCAGTAGACTCCACGACAT-3'

5.2 XIBE4L4! TRAF3 NF-kB & 13k 7K

SRLIN BUBEOCTT AL 50 mg, Kl A R S
3CHRE3

5.3 IfiLiF IL- 23 .IL- 17 % TNF-o 2 H £k KF
Kl 208 ELISA R & i Bk

5.4 BXWHLUIEEFEME KBTI T
10 % H P f K S PRI W [ 4 K, 10% EDTA
RS R EA TS , B H B 1 R, B S 2 e , A
AL H LY A, SR HE Yea, B A 558 T Mg 6
AP AR

6 Suitseore: N SPSS 20.0 it 4, %
LA x =5 Foon, ZALE SR F B R R Oy 22 08,
W LA 7 22 5510 LSD #6536, J7 54855 % ] Tam-
hance’s T2 45, P <0.05 AZERA G2 Lo
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# X

1 FHRBOCT AL TRAF3 mRNA 5%
MEARIAKFHE(E 1) SIERFA R, R
TRAF3 mRNA %% 5 e S EH £ AKFT M (P <
0.01)., 5741 bed, BH M XF B 41, o 5 & 4l
TRAF3 mRNA % 5% S i [ #& ik /KF B (P <0. 01,
P <0.05),TMD K/h )& 21 TRAF3 mRNA #: 5% /K
A ERES HER LG E (P >0.05),
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TRAFS s e s s v <62 kKD
B-acCtin o ———— 43 kD

T Ay TRAF3 mRNA #ik;B Jy TRAF3 FEH3&i5;C
TRAF3 Western blot 25 ;NG 4 IE % 41; MG N 41; PDG
S BAMEXT IRZL;LDG Sy TMD K541, MDG 2y TMD Hrfil s 41
SDG Jy TMD /b7l 4 41; F & F); 5888 41 [ 48, "P <
0.05, ""P<0.01

B HAREXHEEAL TRAF3 mRNA #%5% &
HARBKT

2 BUX KBTI EAIZ IL-23 mRNA 5%
Jlii IL-23 EEFIRKE (B 2)  SEW4ALL
B BRI ST BRZHZY IL-23 mRNA #5322 My 1IL-23
HAFGERY- LIH(P <0.01) . SR Lo, FHPEXT
20, TMD K I 4 G T i AL 41 IL23 mRNA 5%
Ky IL-23 FHZGAKF TP <0.01) .
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250 . -

* =
- N=N
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IL-234 1415

Hi: AW IL-23 mRNA %i5;B Wy IL23 B Kik; SHA
s, "P<0.01
B2 HAKBEKTHEREAL IL-23 mRNA
TS RN IL-23 8RBk F R

3 BUIKEET M IELAIZIL-17 mRNA 555
M L7 FBEFRBKFHRE(E3) HE#4l
B BRI T I I 40 IL-17 mRNA 55 5 KL IL-
17 TFHFEIRKFELFH(P <0.01) , SR 4, BH
PEXT RE AL, TMD K, o ) o 4 ¢ 19 W 4 40 IL-17
MRNA ;58 K K i IL-17 8 [ £k K TP <
0.01) ,TMD /Nl & 4 L7 IL-17 & AR 7KF T
(P<0.01),

4 FHAKBXETHIEAL NF-kB mRNA &% 5%
FEARBKEHR(E 4)  SIEHH i, A
NF-kB mRNA %55 i 1Rk K B (P <0.01) .
SRR LA, BT B2 K R R 4L NF-«B mR-
NA 5% SR 22K 7K R (P <0.01) , TMD /)i
4 NF-kB EH#FEAKFE TP <0.01),

5 KUK HBEAZ TNF-a mRNA #4 5%
K TNF-a HEFX K (B S) HiIEw4
B AR S T I ZH 20 TNF-a mRNA 5 5% I 1fi 7
TNF-a 1A KFE LR (P <0.01), SR
BB X B AL, TMD R v 71t 4 G 19 T i 4 241
TNF-ae mRNA %53 i TNF-o 25 (1 2235 KF T
(P <0.01),TMD /5l 4H 1fiL 7 TNF-a (& 18 7K
FE (P <0.01),
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3 BUIREEBLIZT IL17 mRNA 5 i A% TNF-o mRNA %8 g TNF-a H 1435 51
Flfu i IL-17 H A FRoKOF o R, * P<0.01
A BE5 HAKRRKIHEEEHL TNF-a mRNA
210 e J% B L TNF-o B (1O Hoe
ﬁ 2600 - % T
3 210 § % 6 LB SR & ¥ IS AL (1 6)
st | % TR ALAT WL TR A IS TS PEAN
g 11004 § | LI o ARSI LS R s YR o R R ¢
wi | . AT L ) 5 6 0 ML B X R 4L
R e TMD 453 ik A1 BRI ARG A B A 0 e
B 09 DU A AR R BE B
0.8
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NF-kB (115
o
o
1
ERAKAIHIHIRKAIKAIAKK:
X 58552885855
(o2e0te 00000 02000200

X
6%%
(2282
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c NG MG PDG LDG MDG SDG

=T

B-actin  com— ———— < 43 kD

. A A mRNA 5B % NExd B35 A IENALB WAL C IR LD Jy TMD K
J NF-B Western blot 4 SEALILE., *P <0.01 (o RURALGE O TMD AL F b TMD AR U 2
@? %éﬁkﬁ%j@,ﬂﬁéié§§\F B mRNA SO0 ) &
Z SRR T ZHZA -kB m R Q R
S S S 6 AUARBCI LSS (HE, x40
N R R KT & B ALK BRALAE (HE, x40)
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TMD S R B4 i R 36 7 FR g e L 07 3 0
RA # H&%J7 , iy vl o 7 h 240, i
I RE  BAGE 2% . IR 2 A SRS, A
ST AT S DR ER T HI A IL-6 A 5 1 T S A 2T 4k 4
M35, i Ge 3 JAK/STAT Fl NF-xB {553 &
R F IR, T X L 5 538 B 7E ARRE SN 138
T MR AR R, BRI b, 25 BRRTSTIE L, i
B CTEARYIAAT T 75 A — A AL A 4 B (INOS)
G RPEANME 72255, BHWT NF-xB {5 53l i, 38 il {2
HEHL AR A R HO-1 B, 4 Ht A, e
FMEEN- 45 BRI, 76 I 2%, &7 1R . 25 HLAF Y
R 2 RO B B IR IR PR
AOFER " FLAR BEEGIE AL, T L B &
%, FIFTAREIAS W4 1R . SRS XGE S, B
TRIBZIH ARG, BRI EGE R B, E25 6,
DLIATE 75 A E 28 1R 2 D3

EAERFSE 2 W, IL-17 INF-kB 4328 48 1 38 B 1) 1%
IGTE RA T8 B AERE SV B B E R R F AR
IL-17 F=ZHRIET CD4 " Th17 4uffl, 1 Th17 4ijE &
BAE IL-23 . 1L-6 FEF T PG T 4055 ki k.
IL-23 7 Th17 AUl FE & A7 T P S HEAE AT, IL-23
Al 3 IF s E L6 L IL-18 F TNF-o 25 4 P 7
ik, 25 Th17 MR 4EFsfd g™ . IL17 W
5V A B 2 T 2 AR IL-17R 454 )5, 8 3 0% NF-
kB ¥4 i TNF-a.IL-6 ,IL-18.IL-8 ,COX-2 ,PGE2
SE PP ORE R T AE T AN i 2Rk, — 5 imT, R AR
TNF-a A[ 5 IL-17 Bhl)iFR IL-6 /974, 1 IL-6 X A]
FSLERE Th17 204k, 48 IL17 Bo™ s 55—,
PR TNF-o L1 B 3 R0E R 7T 5 IL-17 SE[RE0E
NF-«xB , B 1M & i 1E 2 5 30 1 3 350 9% JE FF 22 8K
KUY L7 T S 3 R R T 4E 40 M ( fibroblast-
like synoviocyte, FLS). 5 W 40 g 43 W IL-8,
CCL20MIP-3a Z5# a3 b7, /- S A diE o IL-
17 3@k ol kB 2 ARG Ak R 7 B4 (receptor
activator of nuclear factor-xB ligand, RANKL )/
kB 57 14 3% 1k I F (receptor activator of nuclear
factor-xB, RANK) , il ¥1 B A 3 - s v S 88 1) 5 5
W p— 4 # £ ( osteoprotegerin, OPG )/
RANKL/RANK i %, fi ifF il B 40 i ( osteoclast,
OC) k& ik, 25 RA HWIR, IL-17 AI%ES FLS
FIR K RANKL 8 1, I fg D3R 4R 1 1 7 =X
% CD4" T #H Jfl 5 3% RANKL, RANKL i i 5

RANK 254 )5, IT 5545 TRAF6 315 2 JE ik — B4, %
1% NF-«B 4¢{5 538 %, #EmAE i OC B4 1k ik
ST DT T A B A ok R T T
AR, FHEEER, ARG RER, CIA AR R
ST R4 21 2 v R IL-23 L IL-17 \NF-kB . TNF-a
MRNA §%5% K 2K B3 i, 5 S0k iE —
U IES IL-17/NF-«B 38 BRI0E 76 CIA Kl
RERMEB I R EZAEM . THRIT 12 A5,
TMD # % 41 IL23.1L-17 . NF-kB . TNF-a mRNA
e RE AR IBKT-H BT IE, KB TMD Xt IL-17/
NF-«kB R VEA5538 26 A 5 DIl E

TRAF3 J& TRAF Z1% 5 2L 1 R AE [z N 17 I 4 B
T, TRAF3 T %5 NF-«B i 534 (NF-xB in-
ducing kinase, NIK) &G AEH, il NF-kB JE &
WPEEOE . TFE R, TRAF3 7] 5 NIK 454, HiAHH
YEFA AT NIK B 85 1 B R, I A bk TRAFS 56
RERZAETE NIK ZE40 AL 22, F 1 3l 4 3F 4 MR 12 3
% NF-xB 15558 %', TRAF3 235 F i 7T 4 i
TNF-a 5% NF-kB p100 M54 TG IKK 24
Py, 51 NIK k> . TRAF3 15 £ikhE B %
TR 17 i A0 v A v 22 24 D 800 2R 1 UG
(mitogen-activated protein kinases, MAPKs ) I
NF-«kB {5538 I , i P55 7 IL-6 JAH 5L T b
%25 MMP13 . ADAMTS4 # ADAMTS-5 mRNA
135k B2 FH, H TRAF3 #EFEV/NR IL17 31
ST R AR A RN BB . TRAFS it
FEIRHE WA NF-xB {5 5@ i, i iy TN+
Bcl-2 \Bol-x| 3k W TV, W0k 40 58 2 . BFge
WESZ, TRAF3 A i H TRAF 45 0 58 3% 4 e 45 4 IL-
17R, I T4 IL-17R-Act1-TRAF6 15 5 & & 1KHIE
B, IL-17 5 S S R R U R E A
SRS B R, 5 OE W AL H R, 4
TRAF3 mRNA #% 5 FlEE [ R kK F- 2% T, $2R
CIA KBTI f 2 R M B 71 55 TRAF3 IR B AH G,
SR g, TMD Hoil) it 21 1 i 41 21 TRAF3 mR-
NA % S FI 8 5 K7 8.3 Hl, 28 TMD )4l
CIA K FRUME IR S AE S AT B -5 H: 1 ) ey A M1 il 2
M TRAF3 3R AH G, RBLHED, TMD 7] fgid i -
PE S RE B 7 45 R T TRAF3 23k NF-«B {55
T BT, T AR T U SR A o 3 R At B ek,
2 CIA 57 KB RS A0 o R ME B 7. (HIZ O &
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