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T XU S X 5 LA A A T S ) AR AR T
R ¥ S 9 A A1 PR 5 B 52 il

7 Aoz @ RAER

BE BB WEHRILE(Xinfeng Capsule, XFC) xti% # 444 X (ankylosing spondylitis ,AS)
FHHEBH DT RAALE T EKEMBE T T A, HiE RAMALKFERER]RT6 #) AS a5 %
5 A M0 RA e PB4 (SASP 41) B #7 Rk %78 77 41 (XFC 41) , #4138 4, SASP 4 nﬂ&ﬁm%%%ﬁ
0.25 g/¥ , f k4 B 458 2 #;XFC Ao fi# Rk ,0.5 g/t , Bk 3 %, 40 3 &, %R 12 A, #i7h
AR BB R dr T AR T, SRR BE B A R (ELISA) iEAE W b R B F [ oA A E B, (TXB,) (AT
53 % I, (PGl,) .6 - & — 47 7] 3~ % F1 (6-ketone-prostaglandin F1,6-keto-PGF1) | fo /N B 42 fE & &
(GMP140) . &Fiste Rk E A 7 H #7 2 (PAI2) | fe 23T (ESR) .C B B % & (CRP) Z 48 it B -+ TNF-a.
IL-4.IL-10.IL-17 K5 R A =0t 32 2 2% PCR(RT-PCR) ik #&m 4 B F i 7& #) (Act1) (4 4 X B F kap-
pa(NF-kB) ##) & & (IkBa) . IkB #% B (IKKB) \NF-kB/P65 .NF-kB/P50 mRNA % 4v; K F & G % ¥p i
% NF-kB/P65 \NF-kB/P50 & & kA, SR L ARAEFarks, XFC 4 PLT 4 4% & R (FBG) |
D-—%4k (D-D) .TXB,.GMP140. PAIl-2 ¥ % %1%, 6-keto-PGF1 " .x‘?:ﬂ' 2, LA & oLeA AL T B A
SASP #21(35P <0.01) , 5 K057 %7 % SASP 2074 97 )5 &, XFC #4174 77 )5 IL-17 K-F 0 B &A%, IL-4 .
IL-10 K -F5+%;ESR.CRP K-F F (3P <0.05, P <0.01)., 5 A% /7T ik, M%7 /6 Actl,
IKKB.IkBa .NF-kB/P50 NF-kB/P65 mRNA % NF-kB/P65 .NF-kB/P50 % & % iA 3 9 2 &4k (P <0.05,
P <0.01); B XFC #1477 )5 IKKB.IkBa .NF-kB/P50 .NF-kB/P65 mRNA % NF-kB/P65 NF-kB/P50 % &
A A% SASP AR E ] 2 (P <0.05, P<0.01). it #HRIETEAS BH5e bl RMXET,
HAUH) T 4 5B 2a B T, #p k) NF-xB 12 5@ 3834 LA X

KR R ABAAELIRAE,; oA BT @B ;4 % BT kappa
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ABSTRACT Objective To observe the effect of Xinfeng Capsule (XFC) on related factors of
thrombus formation and inflammatory cytokines in active ankylosing spondylitis (AS) patients. Methods
Seventy-six active AS patients were assigned to the XFC group and the Sulfasalazine treated group (SASP
group), 38 in each group according to random digits table. Patients in the SASP group took SASP, 0.25 g
per tablet, 4 tablets each time, twice per day. Those in the XFC group took XFC, 0.5 g per pill, 3 pills each
time, three times per day. All medication lasted for 12 successive weeks. Platelet count and coagulation
functions were determined. Factors of thrombus formation [including thromboxane B, (TXB, ), prostaglan-
din I, (PGl, ), 6-ketone-prostaglandin F1 (6-keto-PGF1), platelet granular membrane protein140 (GMP140) ,
plasminogen activator inhibitor 2 (PAI-2)], erythrocyte sedimentation rate (ESR), C reactive protein
(CRP), and levels of cytokines (TNF-a, IL-4, IL-10, IL-17) were detected. mRNA expressions of nuclear
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factor activator (Act1), NF-kB inhibitory protein-alpha (IkBa), inhibitor of kappa-B kinase beta (IKKB),
NF-kB protein 65 (NF-kB/P65), and NF-«B protein 50 (NF-«B/P50) were detected by real-time fluorescent
quantitative PCR (RT-PCR). Meanwhile, the protein expression of NF-kB/P65 and NF-«kB/P50 were detected
by Western blot. Results Compared with before treatment in the same group, levels of PLT, fibrinogen
(FBG), D-dimer (DD), TXB,, GMP140, and PAI-2 were significantly decreased, but 6-keto-PGF1 level was
significantly increased in XFC group after treatment (P <0.01). Besides, the improvement of above indices
was significantly superior in the XFC group to SASP group in the same period (all P <0.01). Compared with
before treatment and SASP group after treatment, IL-17 level was significantly decreased, IL-4 and IL-10
were significantly increased, levels of ESR and CRP decreased in the XFC group after treatment (P <0.05,
P <0.01). Compared with before treatment in the same group, mRNA expressions of Act1, IKKB, IkBa, NF-
kB/P50, and NF-kB/P65, and protein expressions of NF-kB/P65 and NF-kB/P50 were obviously reduced in
the two groups after treatment (P <0.05, P <0.01). Besides, mRNA expressions of IKKB, IkBa, NF-xB/
P50, and NF-kB/P65, and protein expressions of NF-kB/P65 and NF-kB/P50 were more obviously reduced in
the XFC group than in the SASP group (P <0.05, P <0.01). Conclusions XFC could improve thrombosis re-
lated factors in AS patients. Its mechanism might be associated with regulating cytokines and inhibiting ex-

cessive activation of NF-kB signal pathway.
KEYWORDS
kine; nuclear factor kB

I B P A & (ankylosing spondylitis , AS) &
BT —FP, DUERE FERHE O R M A
B o AR 1R kR, e 3 T 5 R A B L 4T
Yl B kO A S AN A2 e
AT IE BT R S D A
A HOBERE AR BEEERTSEIESE , C SR 1 (C
reactive protein, CRP) . I8 R 36 A F — o (tumor
necrosis factor-a, TNF-a) . Il 18 % A, (thrombox-
ane A,,TXA,) 55 ¥ & ( prostaglandin |, ,PGl, )
A | I/ B UKL FE ) (platelet granular mem-
brane protein 140, GMP140 ) . £] 17 fitd J5 34 7040 1
7 (plasminogen activator inhibitor, PAl) 2545 Fx 1]
SR FRRAS , HARAE 5 S e ROV 1 I8 Y A A=
R ES

TN, AS 5 G ROAE %% YA 3¢, T 4 i
PRI 61 RAE R E A i, HAE AS Al R S it
P RARE B . BFSE R B, Bk R N T kappa
B (nuclear factor kappa B,NF-kB) & 5 & JE 5%
PN, E AS PR EEAE AT . 1Ak NF-B (55
KRR TE L RE AL E PALL.GMP140 | JR it 7 2T 15 Tt
JE G Y (urokinase-type plasminogen activator,
u-PA) S50, ST R AL L AT i %t
AS T Bl R AR TR AH G - S A 40 A IR 5 1Y
ST B 8 XUl B8 ( Xinfeng Capsule, XFC) % AS
&SI B EIR SRR R

ankylosing spondylitis ; Xinfeng Capsule; related factors of thrombus formation; cyto-

ARERE

1 LWibrdE S HEE XK P2 (American
College of Rheumatology ,ACR) 1984 4E{& 1] f 5
B AR R AL R . B O 2 251 R
FAEFEY " A5 4 WL % AL T Sk
A:(1) R = 30 min; (2) KB ARAE 5 E 5
M BRI 5 (3) APFAIDCHT 45 (4) LT (ESR) =30 mm/h
(BLIRIL) 5 (5) CRP = 20 mg/L; (6) IfiL i e 3k
HIgA &5 =38.9 g/L; (7 ) H A (8) I FFI I /il
I ol S Bl A AR AT 5 (9) el i (] RUBHF o

2 PASHEGRARE  AFRUE ST I2WnifE 4F
%18 ~60 % ;3 > H WA AT E 259 ; Frfr A
WBE NG A5 HEBRARUE : d i Wi L Lok M fy
A B EOR I s PR eI E A 5 L, ™ G IR AR
FH BIFREIR R T S IR B s IGIT B FR
ORI JHE AR 1M 2R 40 55 M H R R PR 7 o

3 BTk 76 43 2014 426 —2015 4F
6 A %EAE P ERIERR AS B, Hd B 68 fi,
k8 i, 4E 1 20 ~60 %, -1 (32.78 +5.77) % ;
WRHE 0.5 ~26 4E, 1 (12.09 +3.14) £, R HBEHL
B RIER 76 ) AS & 41 XFC ZH A0 & fis ik i
(Sulfasalazine ,SASP) 41, £:4H 38 |, Wil & 4
W PR AR IR R LR, Z RS R X
(P >0.05) ABFg0i o 22 8048 v B8 B AR 3 o A 25 Bt
2t #E (No. 2013AH-029 -01) .,
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4 BRI XFC AL IR KB 2 (25410 -
B TR AT BT R, AR rh R B R e AR
7L 45:20140412) ,0.5 g/ikL, B H 3 Ik, HBIKR 3 ki,
SASP 4 I1filk SASP K (0.25 g/f, FifE =4kl 25 %
PRI A, #E%5: 20140420 ) , BRk 4 F, 8 H 2 Ik,
PIZLIILL 4 T 1 A7 R, &R 8 M7, TEIRIT I
(i), 59 1 e 22, P [ 46 ) i A Al S IR 2R i R 24

5 WEHRbR BTN ik

5.1 I/ BEILHE B VE ShREI e R
4 H BN 23 A4 ( H A< Sysmex K-4500 %) il &
I/ MR (platelet, PLT) |3 4k 9 #4355 1. B 15 7] (ac-
tivated partial thromboplastin time, APTT) . #43
HE I 15} 18] ( partial thrombin time, PT) | &8 ifi. fiff i
[a] (thrombin time, TT) . £F 4i 5 1 J& ( fibrinogen,
FBG) J D %4 (D-dimer,D-D) /K- ; R JH#R G2
Mg ESR ;R4 A gL 73 X ( H 57 7060 #L) il
JE CRP NI VETRE. DA b 48 AR A I 1 Hy 2 8o v
P e Ao 4 0 SE AR o

5.2 I B 5 B S 20 M IR - 7K 0
FIrf & FIRITRTIG7E AM 7:00—8: 00 73 i R A4k
JEE KI5 mL,3 000 r/min &.0 5 min, 43 & IfiL3
I3 IET -80 CARMF# Mo SRHAT ELISA 1246 I 1§
TXA, .PGl, .GMP140 (it : E-13088 ) ,PAI-2 , TNF-a
(#t'5:E-10110) .IL-4 (4t 5 : E-10142) (IL-10 (#t5:
E-10082) .IL-17 (#t 5. E-10149) /KF, T TXA,.
PGI, HAFEE , 38 528 43 77 I e ARG e B I T 4 7 ) 1
¥ % B, (thromboxane B,,TXB,, 5 :E-10700) .6-
fili-Hij 55 % F1 (6-ketone-prostaglandin F1,6-keto-
PGF1,4it'5:E-10645) 1 fift HA8 fk, B AKERAE AL BR %
18 ELISA 57 & (Bt m) U AT

5.3 NF-kB {5 5 [ #H X H5 A8 mRNA FikK
SERGIN BEBGAYTT RS AS TE S A4 10 4, R
SER) ¢ 9 % 7 PCR (reverse transcription poly-
merase chain reaction, RT-PCR ) i £ | #; 5% [H 7
BIE 1 (NF-kB activator 1,Act1) .NF-«B 14
I (NF-«kB inhibitor protein-alpha, IkBa) .IkB % H
M (NF-xB inhibitor protein kinase beta,IKKB) .
NF-kB iV #£ 65 ( NF-kB protein 65, NF-kB/P65) %
NF-kB/P50 mRNA 7KF-. 51916 i 53t A4 56
0 F) 48 JE WA Invitrogen 23l #24E 9 mRNA ¥
5, Primer 5 8 IFH 519, 5190 )7 51 0L
1. mRNA il A3 . AM 7:00—8: 00 75 i il EDTA
PLBEE REFTHMAE 215 mL,3 000 r/min &L
15 min 3% &, ¥ H A B 2 JC RNA [ 15 mL (1

BEOET ISR WL AR (A s KA
Y ARBFIERT) , vk F 2% 15 min,3 000 r/min 5.0
15 min, 3 FJZAK, 10 mL & PBS ¥ 3 &, H
Trizol iIX#] & (£ [ Invitrogen 23 7)) $2 BUA RNA
PCR AR F N 20 pl, B4E 5 5% 2 pl, 1E R
5144 1 uk K SYBR Green 44k} 10 plL, 7K #b 2
%20 plL. i ABI StepOne™ 52} 5 £ PCR X (1l
H2[E Thermo, PIKOREAL96 ) #E47 2 I, S o 4tk
395 °C i 48 #£3 min, A8 4 (95°C) 30 min, iR k
15 s, %Ef1(60°C )60 s, 40 MEH,4 CL (L, AKX
LB P AR bR o 2 744

R HWENSIYTFII Y W KE

S 511(5'3") ORI
(bp)

Act1 i : TAGGGATACCGTGATGAT 432
T : AGGAGTGCTACCGACCAG

IkBa - : GAAGGAGCGGCTACTGGA 313
T : TTCTGGCTGGTTGGTGAT

IKKB i : AATGAGGAACAGGGCAATA 357
T i#: ACCAAGACTGAAGGCAAA

NF-kB/P65  Lif: TGCCGAGTGAACCGAAAC 480
T : GCTCAGGGATGACGTAAAGG

NF-kB/P50  Li#:CACCCTGACCTTGCCTAT 370
T i##: CCCAGACTCCACCATTT

B-actin [-3i% : GTGGACATCCGCAAAGAC 302

T : AAAGGGTGTAACGCAACTAA

5.4 NF-kB /P65 J2 NF-kB/P50 & [ ik K -
B WALIEIT TG B9 AS T5 sh & 10 B,
EDTA #i &t %% T AM 7:00—8:00 =5 Jii 5% 45 4 I
5 mL,3 000 r/min &.0315 min, 3 L7, ¥ H#®%
F 15 mL B A, A SE S ) 21 40 i S i i, VK
2% 15 min,3 000 r/min Z.0> 15 min., F FZEH]
&, 10 mL () PBS %3 K. JalA RIPA J$H
FEAH(MWAB R REYHE ARV ),/ BCA HAE
A (W BB = RAEDE ARV BT € & [k
B AR 1 S BE B (Western blot) 46 1) NF-kB/
P65 & NF-«kB/P50 7 [ 3:3k (#itdiit NF-xB/P50 £ 7%
PEPLIA, it 5 : ab31410; G it NF-kB/P65 £ wifE i
A b5 . ab131485 , ¥y [ 6T 1R 5 H BRA
Al) R A Image J 3 i BE 45 A B4 RO
FEAH, LA B-actin ( BAR & 48 A6 P Bl A 10 19 1L 390 R
l9G . HUtR it A AL I BEARIC 1 L EHT /N B 1gG I H G AT
B AEYIE AR F) N ZE, L NF-kB/P65/B-actin &
NF-kB/P50/B-actin [t {H %/~ NF-kB/P65 J NF-«B/
P50 & FHRIEKF,

6 AKMPERA RIS HMPEPEOY 150
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AR 259 2D IR BIRLE 1Y) 85 % LA F AR M PELE .
AN RN S < T 24 2ok A% v B 355 AR5 TG G 19 I DR
R KI5 bR B A B DD RE R .

7 SeileEdrik RA SPSS 19.0 BFiE TS
Tt THETRILL X £s R, PIALIE] FLRCR AT
B t K565 T BOR RLR T % K 50 8 2 80K 565
P <0.05 K22 A5t X

# =R

1 WRBISERE L ARFFEIRTT AR XFC 414 H
BB B A RN, TS ; SASP A1 3 2 A E}i
NGB B BERANE 1 B, RS T 1 B1)) , £
X RE AL R YA T 1 il

2 PRALIAYT RGO/ B I R R I A T A

PLT.FBG.D-D.TXB,.GMP140 . PAI-2 7k - [& 1,
6-keto-PGF1/KF-TH 5 (P <0.01) , H k35 i 1 i
T [F3 SASP 4H(P <0.01) .,

3 PHALIRYTRIIG RAEHE bR S A0 M 7K F L3
(%£3) SA4BITE M SASP 413477 5 He# , XFC
URITIG IL-17 KB B BEAIG, IL-4 (IL-10 7KF- T
(P <0.05, P<0.01); SAUAYTF AT LLAL, MAIRYT
J5 ESR .CRP #J8] B %K (P <0.01) , H XFC 418 g
KT SASP 4 (P <0.05, P<0.01) .,

4  PHHIAITHIG NF-kB {F5 K445 mR-
NA KRRV (£ 4)  SARAIGITETLE, WdliR
J7)G Actl IKKB . IkBa . NF-kB/P50 .NF-kB/P65 mR-
NA ik L (P <0.05, P <0.01) . H XFC 4134
J7J5 IKKB . IkBa . NF-kB/P50 . NF-kB/P65 mRNA

FHEF B (E£2) SARYABIFAIHE, XFC 4] iK% SASP 4K B (P <0.05, P <0.01),
Fz 2 WHLIRYTRTG MLV BRI E RS AR T AR R T Ee R (x £s)
SASP 4 (37 #i]) XFC 41(38 #i)
miH
TRITHT BIT G YRYTHT BIT G
I IR B 5 XL A
PLT( x10°/L) 389.57 +38.68 395.43 +35. 41 400.22 +33.15 359.22 +26.53 %%
PT(s) 11.46 £0.89 11.97 £1.47 11.60 £0.87 12.32 £1.27
APTT(s) 23.82+1.19 23.43 +1.05 23.31+0.93 23.02 +0.88
TT(s) 16.43 £0.65 16.55 +0.73 16.52 £0.72 16.38 £0.60
FBG(g/L) 3.93 +0.58 3.89 +0.49 4.04 +0.35 3.33+0.37*%
D-D(mg/L) 0.67 +0.18 0.64 +0.21 0.68 +0.23 0.53+0.19*%
AT A 6 B 7
TXB, (ng/L) 13.77 £2.24 12.90 £1.53 14.36 +1.86 9.93+1.66*~
6-keto-PGF1 (ng/L) 679.26 +110.75 641.94 +125.02 673.23 +109.13 724.59 +98.58 * 2
GMP140(ng/L) 10.57 +0. 89 10.43 £0. 98 10.87 £0.79 9.05+1.01*%
PAI-2(ng/L) 144.48 +29.56 141.84 £25.03 149.15 £25.03 116.22 £17.54* >
VE SALGIRITHT AR, P <0.01; 5 SASP 4HIRI s, 2P <0. 01
R 3 WAURITRIG RIAEFE PR A MEE F AR (x£s)
TNF-o IL4 IL-10 IL-17 ESR CRP
A5 % iDiL
f) B (nglL) (nglL) (nglL) (nglL) (mm/) (mglL)
SASP 37  JAYFHI 195.81 £44.41 102.59 +24.82 189.28 +34.44 12.87 +3.36 58.01 £25.42 62.27 +23.15
AP 178.47 £55.25 103.42 +21.71 194.75 +15.71 12.10 +3.14 39.33+7.88* " 53.70 £10.78 * *
XFC 38  IfJrHi  196.84 £43.14 105.50 £21.96 193.88 £32.44 11.97 +2.84 61.03£21.10 63.98 £22.21
WBIFJE 169.54 £51.42 118.15+27.62 "2 247.72+39.57* 22 9.31+1.74*2% 32.86+10.49* % 38.78 +11.80 " * 44

T SARUAITRI L, “P <0.05,

**P <0.01;5 SASP 4RI H%s, “P <0.05,44P <0. 01

F4 WARITHTE NF-xB {5538 B G848 mRNA FRBEKCEHE  (x £s)
215 [ELkA Fisf 1] Act1 IKKB IkBa NF-xB/P50 NF-«xB/P65
SASP 10 TRITHT 2.33+0.39 2.46 £0.44 2.49 +0.54 1.77 £0.34 3.40 +0.62
BITE 1.80 £0.34 ** 1.37 +0.29 " 1.79£0.45*" 1.13'+0.20 " 2.68+0.54" ¢
XFC 10 =Pl 2.30+0.46 2.65+0.45 2.85+0.54 1,82 +0.35 3.52 +0.87
BITIE 1.66 +0.38 ** 1.08+0.10""%  1.24+£0.19** 2% 0.92 £0.14 2% 2.19+0.32*4%

T 5ARYAITRTIE, P <0.05,

**P<0.01;5 SASP 4l[AMi L%, “P <0.05,%*P <0. 01
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5 PHLHIBITRT G NF-kB/P65 &% NF-«kB/P50 &
FFRKKFEE (£ 5, K1) SARMEIFRTHE A
JT7 S5 Wizl NF-kB/P65 NF-kB/P50 & [135 ik 1 B B [%
fR(P<0.05), H XFC 41747 5 Lk F5 455 SASP
2R FE B . (P <0.05, P <0.01),

x5 WYLIEITHIG NF-xB/P65 2 NF-kB/P50 & M3k
A (1A, x £s)

181/ G NF-«B/P65 NF-kB/P50

SASP 10 JAJTHT 0.459 £0.007 0.378 +0.007
WIT)E 0.453 £0.005 0.369 £0.005 *

XFC 10  JAJFET 0.457 =£0.006 0.367 +0.005

VAJr)5  0.383 +0.008 * 24 0.338 £0.010 "

L SARYLEITRT LS, " P <0.01; 5 SASP 4RI s, 4P <
0.05,%4%4P <0.01

1 2 3 4
B-actin " 43 kD
NF-kB/P65 R s SE— 65 kD

NF-KB/P50 WSS &=l @mmm=s ss== 105 KD
H:1 7 SASP 41iAYT R ;2 I XFC 413497 RiT;3 79 SASP

YIIETTIG ;4 9 XFC 4liB¥7)E
1 WZHIBIT RIS NF-kB/P65 NF-kB/P50

HARIBHIKIE
T it

AS J&E R AR IR BT KR T, I
YA 30 R 3 SO R ™), IR 4 55 T AS KA
RIBHIAR2S ) R K, AS B B S £
L PN PLT 5 % i% 1k, FBG, D-D . TXB,/6-keto-
PGF1.GMP140 }z PAI-2 ZHL™ ") ) AW 4 R i
/K, 5 SASP 4 H# ,XFC 414975 PLT.FBG.D-D.,
TXB, .GMP140 ,PAI-2 B g [#{i%,6-keto-PGF1 B i
Fhi, #7n XFC Al AT AS 15 ol 0] 3 A T2 BAH 2
A

BRI ST oY R B, TNF-a 5 IL-17 [A] B2 Py
VERD, K48 E I R 3 Guo B 2 " B98Ny, IL-10 7]
W Th17 4K, (0] 42 410 il 9 5E )2 Vi . Kasperska-
Zajac A %0 WFSE Kk BRI /MBI AL IR T2 5 R0
o WFFEEIFSE AAZ TNF-o IL-17 25511305 5158
TXA, .GMP140 &5 &4, 2 5 AR B B IS 6
PREE A 120 ik 4n i T 2k i AT ] 4% 51 R PLT
TXA, .GMP140 ZE¥#L. AWF545 R %W, 5 SASP 41
o, XFC 4HiG97 )5 IL-17 /KB & A%, IL-4 . IL-10
B e, P27 XFC AT i 38 9815 41 i PR 7 2k Ay, AT
R[] IR M AR T A 7 .

Act1 J&if b NF-«B 1) B EE AT 82 85 (1, [A) B 1E 7]
P L7 A SRR R . W FLEh Y o NF-xB
BH WAIERE P65/P50 SR — 1A ,NF-kB 5 HAM
Tl F W3 kBa 454, B 3 NF-«B i f5 5, fiff
NF-«kB DLJCis MM e 7E T A . IKK (A
FEATEIE A IKKB) I 3T kB, ff IkBa 5 NF-«B
fif 55 NF-xB SRR LIE 1. M40isZ 5] TNF-o IL-17 .
/N 3 Ak R 45 8, AT 5 NF-«B A I 19 32 1R 25
4, IKK #0% ,NF-xB 5 IkBa fi# 25, NF-xB #1373 Jits
i, 5 DNA L) «B 3[R 381 A5 A M & 74 4 5%
PEEAE P2 . AR OF TS R B, SALIRIT AT I
B AIEYTY G Act!  IKKB. IkBa. NF-kB/P50 . NF-
kB/P65 mRNA }% NF-kB/P65 .NF-kB/P50 7 431k
B g REAIR, #2758 SASP I XFC ¥y a4 NF-«B i
FEHAL, 5 BEAE BT 45 AR L%, 5 SASP A 1t
B, XFC #1697 )5 IKKB . IkBa . NF-kB/P50 . NF-kB/
P65 mRNA & NF-kB/P50 ,NF-«kB/P65 % 1% ik W
WAL, $7n XFC nl B W] NF-xB {4k, I ifi o] g
455 PAI-2 .GMP140 \PLT 45 M kI 18 A -

XFC B p ¥ 1 B O IR R A A
R, HA LR | T I 25 VR, 76 AS I PR R
Bg—E ) B R T B ST
CLUESE T e B i AR R BLR AT
FEVEF o FERBRRAIG I/ ARG B 0, 9/ M A T 1,
il NF-kB W% , V1 Th1/Th2 Zif B 72 42020 5 gt
WA EATHUBE LT F 0G4 %% 5 5 T vl S 29 A /)
BB B NF-kB {2

Zi Rk, XFC R AS 3% sh & 09 i ke T
B, HoA] e S 0 T 4E L TNF-a IL-17 (IL-4 |
IL-10, #7] NF-xB {5538 % Act1 .IKKB .IkBa \P65 .
P50 i BT LA K

Z % X #t
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