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Abstract

AIM: To investigate whether the f2-adrenoceptor
(B2AR)-B-arrestin2-NF-«B signaling pathway
mediates the therapeutic effects of oxymatrine
on ulcerative colitis in rats.

METHODS: Forty Sprague-Dawley rats were
randomly and equally divided into four groups:
normal control group, model group, mesala-
zine group and oxymatrine group. Experiment
colitis was induced with TNBS in rats in each
group except the normal control group. The

rats in the oxymatrine group were intramus-
cularly injected with oxymatrine injection for
15 d, while those in the mesalazine group were
lavaged with 3 mL mesalazine solution for the
same duration. The rats in the normal control
group and model group were lavaged with 3
mL water for 15 d. Diarrhea and bloody stools
were carefully observed in experimental rats.
Two rats in each group were randomly selected
and executed on day 7 for observing colonic
histological changes. On day 16, the remaining
rats were executed after fasting 24 h to detect
the expression of B2AR, B-arrestin2 and NF-kB
p65 in colon tissue and splenic lymphocytes by
immunohistochemistry and Western blotting,
respectively.

RESULTS: Compared with the normal control
group, the expression of NF-kB p65 was signifi-
cantly increased (both P < 0.01) and the expres-
sion of B2AR and B-arrestin2 was significantly
decreased (both P < 0.01) in colonic mucosa
and splenic lymphocytes in the model group.
Compared with the model group, the expres-
sion of NF-xB p65 was significantly decreased
(16.26 £ 5.51 and 18.34 * 3.34 vs 61.90 + 17.75,
both P < 0.01) and the expression of B2AR and
B-arrestin? was significantly increased in co-
lonic mucosa in the mesalazine group and oxy-
matrine group (47.27 = 12.40 and 61.75 + 10.40
vs 12.20 + 2.70, both P < 0.01; 70.71 + 12.84 and
76.14 £ 8.77 vs 16.80 £ 7.17, both P < 0.01). Com-
pared with the model group, the expression of
NF-«kB p65 was significantly decreased (114.23
+ 11.56 and 145.62 + 13.05 vs 249.70 + 18.94,
both P < 0.01) and the expression of B2AR
and B-arrestin2 was significantly increased in
splenic lymphocytes in the mesalazine group
and oxymatrine group (1 006.50 * 226.89 and
1102.11 + 297.72 vs 594.97 + 209.59, both P <
0.01; 189.97 £ 21.12 and 162.04 + 15.69 vs 111.77
+19.43, both P < 0.01).

CONCLUSION: The B2AR-B-arrestin2-NF-xB

signaling pathway participates in the patho-
genesis of ulcerative colitis in rats. Oxyma-
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trine attenuates ulcerative colitis by regulat-  111.77+19.43, 3)P<0.01). 2 £V Fvatife R, WHAAN B

ing the B2AR-B-arrestin2-NF-kB signaling
pathway.
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BHR: it xmnlraegmE X AB2AR-B-
arrestin2-NF-k BAZ 5 4% 318 % & A E 55k
8 T FAE .

F7ik: SD & KR40 RFAHLA A B 3 BELH
A, £ iR Ae AL A4, A
2B10 2. B3 AT RA KRR, A AR3E XA R
FATNBS# AL FF Ik K R £, L PR
A mA R R T &5 F (BB S ) 2N
BALK RS, £V EARAKRRA T E T EARE
REF, A A Fe EF K R A3 mLEE
KER. EENREERAIMIB., 2 oIk
BIR, AL A KR, R EALEH
KRR IR TAL, R T B a94 paa
RLH R FHEL G, S TR &ML
MR R F R T, H16RER24 he X
R, A Iz FHE K2 Western bloti i)
SR I K R EE M 4 LA Fe PR NE M & m B2 'R AR
# 2R (B2AR). B-arrestin2feNF-kB p65& ik
7y TAL.

R 5 R Rakir, BRAE K R LA
J 2 48 B PR Rk 48 BANF-xB p65 & ik 34 %
% L IH(39P<0.01), B2ARF=B-arrestin2 & ik 3
2 FTFTHEGIP<0.01). 5EA ML, £V
a4l fr BAL B AR K R4 AL 4L LANF-
kB p65& k¥ 2 F F (16261551, 18.34+
3.34 vs 61.90+17.75, 3P<0.01), B2AR kL ¥
B ¥ EFH(47.27+12.40,61.75+10.40 vs 12.20
+2.70, #P<0.01), B-arrestin2 & A ¥ L % L
#H(70.71+12.84, 76.14+8.77 vs 16.80+7.17,
HP<0.01). SR A, £V BB EA
M Bmi s K RN #R € 20 BUNF-x B p65%&
KIRFTFHB(114.23+11.56, 145.62+13.05
vs 249.70+18.94, 3 P<0.01), P2ARK A ¥ B
% FHH(1006.50+226.89, 1102.11+£297.72 vs
594.97+209.59 3P<0.01), B-arrestin2 & ik 3
2% EF(189.97+21.12, 162.04+15.69 vs
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B AL Z R L8 B2AR, B-arrestin2. NF-
kB p65 &k L B FH £ 7.

Z5it: B2AR-B-arrestin2-NF-k B4z 5 4% i@ %
BB B e g By K R IR AT AR, AL E AR
=T VA8 139 7 B2AR-B-arrestin2-NF-xB45 5 4%
FEB R R IR TS M K

XEEiE: p2B EMB R, p-MHEB2, BHRE
F-«B; 15 5% % TNBSIES RIS R, S ESH

SDIE, B, ()8, sKinig, JIEL, {8, BX. RS
KESB2AR-B-arrestin2—-NF-«xBIESESBS AN SSTH
FIWER. HRENBHZYE 2010; 18(22): 2308-2316
http://www.wjgnet.com/1009-3079/18/2308.asp
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FIEVEA (inflammatory bowel disease, IBD)
TR R 1 Ml T AOE, RS W M A
#(ulcerative colitis, UC)M T F A Jji(Crohn's
disease, CD). IBD 1993 PRI FUA IR WL IS gt o
IR S5 N 2R, H 2407 & N IBDI K
T 72 EH 2 LA B DR 31 i A 110 I 3 R0 B e 5 1
ThEg 2 ELT R, (R R B SR P NF- B &
A AETB D R 15 e 2 Js W 25 L v fe A o S (1) 4
H, 75 JRE P 1R 40 A5 5 e 3 o R v
HHREEMO. I FINF«BZ 5 R PE0 3
1k, PEREE 2 AN R FIL-1B. IL-6. IL-8FITNF
SRR, FHINF - B & 40 F1 Rk v] L s
J3E S AE. IHINF-x BRI IR 2RI IBD
()T LS, B B B . MR ik g . 9%
V0GR R R M BT AR AT LA RINF -k B )3
P, ¥RITIBD™Y. B-arrestin2) V2 A7AE T 5 Rl 4140
Mk, 22 5RGE MK K(G protein-
coupled receptor, GPCR)AH 4 Ml 5 B 15
TS E T . B-arrestin2 EW) D fig
B, 0] LU 2 Bl & A HINF-« BTG . B2
B LR E A2 K (B2-adrenoceptor, B2AR)Z 54
AN RGN e R, B2ARN SIS
51 B S NF-« BIG A5 508 25 (B AR AS X
Xt ifi(cross talk)®™. S A6TE b e I 275 2
IR A=W, A ERAEE R, AR HR S il
VRN B B IEIT JOREVE e Y. BTV R
N SRR R 5 3 U CEL A 5T B-arrestin2
TEUCH I BLHLEI I EH, 25 R K PIB2AR-B-
arrestin2-NF-k Bf& ‘5% S 2 5UCIH K
ML AL T S0 i 1 5 B-arrestin2 [ & 1A Al

WS B Ky
R IBIE G f gk
FERAK, LA
J& BT AE A 6 e
OB FAEUCH A
Jmid PR T &
YER. F 5 mien
FHEETRSE
NF-xB# 15 5 4
F A T ER
F A %. NF-xkB#¥
TR AZUCK A
V-3, 3 EX -
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I.ﬁ iﬁﬁ% o B2AR-B-arrestin2-NF-«Bf5 5 Fif %, WAFUC, 6H . Bilidle X\ Eybhikdie LA E S
Mo R EARAAE L L,

Aiseime IZEANE SIS T UCKINLEIZ —. Bz 8 H.
LEIEE = 5 0 1.2.4 X RPN € oo & Fo K & ARE B
*E A )% UC

AT RAF 09 06 R

1 MRRSE

1.1 A4 SDKF40H, &, SPF, M #250 g+
20 g, HHAETRFRE A [R5 B 2% Bt S50 2 ) Hh O
PRI, SEIG A A P Y ATIESCKY (56)2004-0007,
S S A P4 TTIES Y XK (56)2004-0028; = Al
FERMHPR (Sigma/A 7); P2ARZ T FEHLA(Bioss,
/A, BS-0947R); B-arrestin2% 7o [EH K (Bioss
/A7), BS-1332R); NF-kB p65% v [ biiA(Santa
Cruz/a 7, sc-8008); X187 2 ) He e 2H 2k 253 5]
F(KIT-5020, “EHT /), A SR 40 M 43 259
R4, CMO0100); RIPAZN/ZHE s A
$RIN (ProMab, Cat. No: SJ-200501); Bradford £
PR 2 IR A & (32 =K, Cat. No: P0006); 5
PRI 2 1) KR Z AR AT, %500 mg X 10
8860, S RBESRGT NSRS 2 BR A A),
A2 mL: 0.2 g, FEMAHS R, AL
12 7%

1.2.1 5-28: fi#HE & SDA 40 KBS by 1E 5 )
W2 BERNZH . SRVbhiMRA . AL S 4,
FEZH10 M, & 244 T LL S (B35 22 7(P>0.05).
1.2.2 #4: KIEMorris2 ! K Fan2 152 41 (1)
D5k BAREAE R SDR A& A%EK24 b,
FH10%7K & 50 443100 mg & i 50.3 mL, [
SRR, R oK 422 mm AR I 5 R i
NI V#2245 A28 em T, #40.6 mLI¥15% TNBS#
(#1°500 mL/L&REE), RS Es a2 AR I 5
PR, HEATNBSHUG K K WU Bk, Frafs)
B30 s, BiILZii . GRS R R LS YT 9,
RrILHARIERE, 457 H IR E.

1.2.3 4 F e st: EALT SRR R
HI3 2 575 1263 mg/(kged) DL AT, 4F
R, LS d. b hb a4 HOK R SEv0 4
£0.5 g/(kged) 175 1H/KA W3 mLEEH, RER1IX,
HSES d B IEHAL: AR LRI L
K3 mLBER, RER LK, HEE15 d. FER
SR K RUIRYS . [ MiER. 27K, R4kl
2 IR, bl o 21 45 W 240 23 O A4 20 207 B AR
1k, T A8 W S8 1A 45 i 41 200 S e D) JFHE
Yetty, BE N SR 4E W B 2 0. SR 16
REEEr24 hJi ¥ K SUBHE LA AL FE. S i i
ER AR . BRI, SEybir e K A2 H K
BAEHE S TPIET, BRGNSy 1IEH T 4L

AEBE) K LU E F750 mL/L P #13-5 min,
TR ARG OB L, JE7E R TG/
MLEFTRPMI 16404 56 4 55 78 i ¥ 15 7= L PG
De T R LT T R R G/ A L 1
RPMI 16405 AR IR I RE 97 L E #1200 H
AN )E I E, 10 mLy: 5 28605 4% 2B
WRNE 2 T A A R B 2L, el R 4l
MBI, S Hank'siR1 © EAI S, /M0InT2 mL
14 R R VB O 4 B 2 B v T L, B L,
2000 r/min, == 2020 min, WA S 40
M, N & Hank'siid S mLIRE P, 8BS )G,
A2 000 r/min 50010 min, W25 L35, Piie mH
G N I FIRPMI 16404558 4 5 75 W i3
PRV FBT AT A AT R 2 4 B, ik
A B A0 R B E T EPE T, HRIPAZH
Hi/ R 230 R R O AR 0 B U B . 7
WCAR ()R B 40 s i N1 mL RIPAJS 7843
RHT, 4R )5 B VK 120 min, FFKFT20 min, F55
B 1.5 mL O, B P 3 YRR A,
FFIK3 s, F$9 000 r/min 0210 min, B EF
B AU R BIRE A R, 270 CHF
TR H.

1.2.5 ZBEABAF I RALE MR AR
B2AR. p-arrestin2. NF-xB p654iA: Ab4L K
ECHE R I, 0 2 R Ik, DO ) & (el
g, WU 4 S R DO, OF AR
R VE 1, SR B 45 1 R AR A 1 V0L,
SRJGHG K B 45 B T-40 g/L 22 38 F R i v ]
&, AEEY) r, WOHER 4, 7E A N
SEVPAL R B2 i R A 05 R B SR e g A 1
AR MIB2AR . B-arrestin2. NF-kB p653&
I8, A 2k 2 R B (KT T-5020) i B 3t
ITHAE: WA, D)), JEAE3 um, 60 'C-65 C
%6 4 h. PR G RIK4E. 1 X PBSZEM(0.01
mol/L, pH7.2)VE¥ VI 3 X5 min. & EHURE
5, W PURE S G, fHE R E KA H130 min,
3%t AAE 23 TR E I H 10 min, 788K
PR, PBSIRUE3 X5 min. W0 1E 2 i 35
MV, U0 15 min, B2 RWAK. 450
ANFERERE M1 2 200 9T FB2AR 2 FLBE LA
1 1 20040 il p-arrestin2 £ FopEHLA. 11200
INRPUKERNF-xB p65% wi ik, £50 uL, &
TWEAN, 4 CIRH, Biibtl 4. 1 XPBSHE
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5018, F. TSI KEEB2AR-B-armestin2-NF-«xBiS SES B ME S ST IER 2311
3R45S min. WINEGAEWEAMCH ZPUHRP- IR, MEEEE, |2 RIS HnE weHs 2

Polymer anti ms/rb IgG), Z i 520 min. DAB
B, fE BB Nl R, BIRK&I R
. IR AR E Y, 30-60 s. K, 3B, A
R B 7R A TSR S UL 45 R, I
FH MG 53 BT 44 Image-Pro Plus 6.03E47 14 4
r, DA AR B (L gL (o h Bk, e 3
W% 6 FE 4 (mean density).
1.2.6 Western blot# ] I i # & 48 FLB2AR
B-arrestin2. NF-kB p65%& & &iA: (1)IllE &K H
W% HIBradford 19 FE I e il 77 & 0 e A
iR . (2)SDS-PAGEHIK: EWEENIE
FEM TINS5 X SDS-PAGEH [ - FEZE MR (14
LS ¢ 1), 2, 100 Chi#S min, %5110
FENRLE N B R il (% 1 e i g (), LR
200 VLYK, R L 4T A8 B 40 B I
0.5 colh JC P HLIE. (3) %) BV IR RIAE I 4 %%
WRJE 1, 5 5B Rl pE 4 C VA M3 R S
W, TR VKGR NG R, 1H 300 mAF#£70
min. HL S8 HE S 5% 0 i 95k (PB SHC i) 45
1, 4 CREA. (4)FBefil: HIPBSTYEMLS min X
3, Fhrid Pl R 3 mmE (R4, BT IR,
JIIAB2ARZ v PifA(Rabbit B2AR antibody,
Fi®E 1 2 100). B-arrestin2% v [ 1A (Rabbit
B-arrestin 2 antibody, ¥ 1 1 100). NF-xB
p65% i lEPiK(Mouse NF-xB p65 antibody, Fi
FEREL D 200)% 1 mLiE A, 4 CIH. 759,
FEAMEIN2-3 mL PBST, 48 AR VER5-10 min,
W, AR, 55 I B2ARFIB-arrestin2 ] —
PR BEEEL & 40 000)FINF-kB p65HI —Hi(Fike
J%1 280 000)7%1 mL, =il FHFE 1 h 72 4,
BEREIN2-3 mL PBST, L3 ARVEV5-10 min, 09,
RIZAR. (SR B E T Hs v &b, m
RAGH, BXEH T ES min/5HUH, 7658
ST 2 1 min, 76 ST E S min. PHYE
27t LAGel prod.ORSHE BN Y6 BE 4 8T 4K 2R )
TA1A.

et b8 RHISPSS17.048 i /H#E1T 48
T2 M. S8 Hes Dimean + SDF 7S, 2H 1) 45
K H 7 225y BT R Z AN FEAR S 5L EE R SN K -
R, LAP<0.05 0 22 5 HATGe i 2455 .

2 BR

2.1 FBRXRALMGRAFRLLREFEE E
i 0T HECZH K B85 i R T 5 BV W, G 6 I 7 i
AR, A DL ZR6 R B8 42 i 7. BT K 45 W
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KA, PAT VIR AL ] WAL 1493 em
DN Y IR =015 7E =1 VAT BTV WY A R /N W /AN N
Ji s BEJE VAR BRI R 41 20 B,
IPE A J 30 25 W P s 0 ke, 77 ) R A g
)35 HRTRE . SRRIZLAH LL, SEvbhrR g1 AR
A R K B 45 1 0 IS 20 23003 B A% B S ok
B, FEIL. KM BEREANI R BN,
PR, W BE G R AR R 5, R WL BRI
S0 K BRI AR 25 I 21 2300 1y i R R ARG - P21
(HE)4h, B Bl U 1E% 5 Al KRE
NS5 KA 524, R IR AACHE 51 350 A, 8058 P I
EHEOES, o MK 5t B BOR 28 1 4
s, R K I RN S b e H, R
JRARBHIA, HEFUASKEIN, ARER GH M ek 2>, b A
R T A )2 A A K e, R DL S kL
FERN 7, A R IR R EIRIVLZ, 7ERR SR
LT T 7 P LK vk L 40 R 4t R
AR . SV RIR AR AT S AL K R4S
J i NS 6 K 1 e, R BZ RO R IEER [ 2 A
iy KBRS, BUmERER, IR ARV ER, M
R G 22, 5 P 4h s ek (& ).

22 EEHXRLEMEEALZB2AR, B-arrestin2
NF-«xB p65Fads g ik 5 E 5 AT LR, BB
4RI AL ZINF-xB p653KiA 23 LFHP<0.01),
B2ARMIB-arrestin2 KA i T F#(P<0.01); 15
BRI LA, 56 vb e 4L R AL 7 SR 4L 45
FEAIZANF-x B p65K k¥ 3% T F#(P<0.01),
B2ARAMIB-arrestin2 &% 44 22 L THP<0.01), {H
Vb R AR S A 2 A L B2 AR
B-arrestin2. NF-xB p653& ik TG i 3 2 7¢(P>0.05,
K2-4, #1).

2.3 K ASEIEMH M IB2AR, B-arrestin2, NF-
kB p65%& & &k b5 IEH N AT AL, AR 41
K 40 INF-«B p65H (R IE K23 LTt
(P<0.01), B2ARFIB-arrestin2 & [1 3R IA K11 3%
FREWP<0.01); HRBIRAL LR, 55 Vb4 41 R 44,
A7 S IR EL 41 INF-« B p65HE (R 1A
IKFH4 8 3% R F#(P<0.01), P2ARFIB-arrestin2
FIRIE KT B2 ETHP<0.01), {HIEVbHr B2 A
AT SR 2 (R LR B2AR . B-arrestin2, NF-
kB p65H K IA T Ik % 22 7¢:(P>0.05, K15, 32).

311
NF-kB/ENF-kB/Rel Kk ik o1, Ml L RA T
AAFAE, 0 a8 ik H = Fh v R e 1 [R] 95 45 F4 5k p4 1)

A X il it B R
X A %W Ao B
BE F B2AR.

B-arrestin2. NEF-
kB p65#9 £ ik k
R} BR B g Mk 4 B
K9 K Imbuh], A
M AFAUCE W
%, A BAE K
B IT R S
i KRAET Ee
R Fe B 7T
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| B3E XA

E & &
1 KA £ 5
Fh ¥ T AR K
BT BB
X, AR PR
Tty BAC A
st 3% 9% A BT 0
BRAAER, AR
—FRARAF L,
A — s R
AR,

1 SCHRIAERASRARIEHE x 100). A: IEHZH; B: BRI C: S50RIEAE; D: SIS

R 1 KEESHLALB2AR, p-arrestin2, NF—iB p65pHIERIA

pari:| n B2AR B-arrestin2 NF-«B p65
EFRA 6 56.69 + 10.05 65.01 +14.28 15.10 £ 6.40
BRI 6 12.20+2.70° 16.80+7.17° 61.90+17.75°
SIDAIEA 6 47.27 +12.40° 70.71 +12.84° 16.26 +5.51°
SESHA 8 61.75+10.40° 76.14+8.77° 18.34 +3.34°

°P<0.01 vs IEF2H; “P<0.01 vs I,

DNAZE AL A A Ik B&S A 47 5 5 DNA
kB4 &, 48 A IkB 5 NF-«BIE il E &)+
HE S NF-kBE5 ) T A% e A5 5 e 9, (IR
TEAN . NF-x B 25 5 R 1, 76 i
TS 5 BUVE ) T Ik BIEE (1B kinase, IKK)f#
IkBF#fi#, %% 8% NF-«BIW %€ (5 5 )7 51, NF-xB
HENA k%N, i 5 4 B A% P 2 ol 5 DR
SH - JE Bl 1 7 91 25 R 08 AR 0 s DAL T 2 s Al
Rk, 225 %%, RIE, A0 HE TR G )
Y. NF-«BIITEAAERE 2 Fi e 58 4 i PR 71 22
TS FIHE 5 JERE A IR 5548, NF-xBE 40E ) B o
(RIS 1 U TollBE B2 A 5 2 A B NF-
Kk BITAL [ 22 4%, TLR/NF-x Bf5 53l % 1 5
BURIIBEAR ] LA S BU i 25 ¥ &% 42, TLR/NF-
«Bf5 5% 2 SIBDI R WAL, IBDEF 1R
AR L5 A LT NF-k BRIL I &1, NF-xBEiE 2 i
e 4 41 M IR 7 (R 2R, NF-x BYEIB D)9 AL

RS A, FHITNF-« BRI A2 V07T
IBD Y 2 - B,

B-arrestin2if it 2 FOHLEIHIHINF- B I%
7, B-arrestin2 51k B o FITK K 45 44046 T
CK2AMK KX Tk Bolf iR AL, FeiE 1 #iH 2 A
IxkBa, ZKIMHIINF-xB p65 ITE A A e o),
NF-x BRI TR AF6 )72 30 A1 52 R 4K,
B-arrestin2 5TRAF645 & BH IETRAF6I1)7Z %4k
SR, JHINF-« BRE Y. FATHRE 5T
W] = A e DR R U 3 1) ST 38 K B &5 Tl ¢
45 1 R B 20 23 R0 T K T 40 g B-arre stin2 ik
L5 1EH S IRZE K U BB 2 B IR (P<0.01), NF-
kB p65HIFRIA Ly 1 0 ALK AR EE W 6 BT
(P<0.01). LA 455 4E7R, B-arrestin2 &k [ 2
UCHNF-«BIid B % A0 I T 225t N, NF-e B id
P i A A2 UC T B L.

B2ARSZAAAE 5 1l %l ik B-arrestin2 i 47
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3 LI ARREERAB-arrestin2ZRIK. A: IEFHA,; B: A4, C: SEVMRMEL, D: FACE S0,

NF-x BRI R, B2ARSE AL 5 B CK 2
TR B-arrestin2 Fl1i%5 5 B-arrestin2 145 S PERI S
AR, g p-arrestin2 1k Baf 45 4, R IkBa,
FIHINF-«BIG L™, B2AR/B-arrestin2 {551l % 5
TLRA/NF-ieBA5 53 #4775 A8 SO 15 ATAH LM
1. fEZ Mi(lipopolysaccharide, LPS)#i I TLR
5 I A T AUNF- BI) T 22455 8 52", TLR/
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NF-i B 53 i G35 16 4 82 FAMy D8 8 (Hil
I3 TR 8 8) T 1 AR e T IS AH A i AR A AT 4
I TRAM(Toll receptor associated molecule)
FITRIF(Toll receptor associated activator of
interferon) il 7 i ST I AHIE % . 7EL P SEOE
(I TLRA4/NF-x B 38 % 1) 160 307 IR A 30 44
TRIF{)J7 2 T I B2ARMIB-arrestin2 [l 1%, 5

W R
B R, it
RS, A—E
oA E L
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4 SCEOKERASRANF-kB p65RIA. A: IEHAL B: HIAIZ; C: L)L D: ST SHMA.

pari:| n B2AR B-arrestin2 NF-«B p65

EFRA 6 957.45 + 249.82 302.31+27.88 86.22+10.95
BHIE 6 594.97 + 209.59° 111.77 £19.43° 249.70 + 18.94°
S RIEA 6 1 006.50 + 226.89° 189.97 +21.12° 114.23 + 11.56°
SESmA 8 1102.11 +297.72° 162.04 + 15.69" 145.62 + 13.05

°P<0.01 vs IEERH; 'P<0.01 vs EHIA,

IEHAL A FERIRA S 2

B2AR

B-arrestin2

NF-xB p65

5 SEIKRIEIBHREMIER2AR, B-arrestin2FINF-«B
p65EBRIX.

I I AHNF - B FE SIS AL, T B2AR/B-arrestin2
5 00 % 1T LAYk 59 T LR4/NF-x B 5 18 % 5 11
AR T T B AR AIN F-c BiG AL, 34111
WK B B2AR/B-arrestin2 5 5 5 5 10 4 10 i 1

T TLR4/NF-x Bf5 ‘5 % 2 S IBD ' R AEFI
RE TR, fEUCH B2ARMIB-arrestin2 )£
KW N, MINF-xB p65HI#&iA LT, p2ARFI
B-arrestin2 &A1) N BFIKEY T B-arrestin2 X NF-xB
TEPERANEIVEH, U B2AR-B-arrestin2-NF-«BfF
5 i 1 2 HUCTH R AL

FAMN ST LU SEB2ARFIB-arrestin2 (1)
Rk, IHINF-x BRI AL, SR B2AR-
B-arrestin2-NF-iBf5 & % 31l B ik U CIAE
RFZLZU0 B SR . NF-e BIRE AL AL 1E 2 i
KA 7RIk, FHINF-«B ) B TE A 2
I IBDRY BT B Boarrestin2il il #1461
NF-« BIE AL, P75 2 B JOEAH OCHE PR (1) k.
A SO MR e S AR, AT A R
YE R AT R S e R 5 DR, 80w S a] LA
HINF-k BIHETER T JHNF-« B ZIA, i
T AN F - B 1 AR AR AR 48 28 B A1 1) A
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BB, 5. RIS EB2AR-p-arrestin2-NF-kBIE S SBIE NEN ESIEV T HUER

Bk U CP ML IR R BRATTH A S s e
(EZEEE S Z00) 167U CHUS R 47 ) I PR 2%
IRETOL Zy sz vl — B ORIV T S 0,
AT DL 2 R A R R 5 3 1) S B K B
4 1 AL 25 i b N 2H 2N P R L 4t I B2 AR
HiB-arrestin2 {1k, [EIENF-xB p65HI#&IL, Ui
B 4L 200 TT L2 HEB2 AR FI B-arrestin2 i,
i 5 B-arrestin2 b N F-x BY& 4k 14 HI/E H, i ik
B2AR/B-arrestin2{i 5 il B AN HINF-k BRE 1L,
AT g A SR UCHIAL 2 —.

M2, UCHB2ARFMIB-arrestin2 115 T[4,
B-arrestin2 X NF-x Bif 4 (4195559, NF-xBid
JEE A R P4 i, S B0 SORE A A AN
4. fEUCH B2AR/B-arrestin2f5 7 il il i 5
TLR/NF-xBfii 5 8 i () 3 SO, I TLRIG
TEHINF-«BiE P, B2AR-B-arrestin2-NF-kBf5 5
W% 2 H5UCH R B R, A S e suc
B2ARAIB-arrestin2fF &L, MIHINF-x B,
IR U CHIAEIR AL S0 B A . AHIE T A AL
ESHRIRTTUCHRAE T8 1 RIS 4 o AR, 41
A 2 il A5 AT DA e 3K — AL 5T A 5
AN K7 RIS A fr kD IEA.
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(REATBWRZ L) X T HB %

AR AT SC AR RS . IERMES R AR, #kE S v, WP im, I RsE Hip, 5
RS se, W= Siov, Bk ta, F ko, #E Big. s AEEE S, kg M He S iKg, mLARES BML, lepm(RY.
5 A 1/min) -+ E%({X#5 0%) + 60 = Bq, pHANAE S PHELP", H pylori ANAE™S FIHP, T1/2ANG6S fitl/28K TL, Vmax
AfigVmax, uANE A F I T HRMAR SN, HRMALR. WEypsh R T A e 4 54, iGWE .
e ARFR. U IR R (Helicobacter pylori, H.pylorr), llex pubescens Hook, et Arn.var.glaber Chang(fiy %%
IRIREER); HAUK, — S GE T 455 5 (R A $n, 3% imean, FRUEZESD, FEVEG, AS I FUBERP, H15C R ), 102
LR RRIHBAR G EE . e E R T S (W, O, P, S, d, I)iin-(normal, 1F), N-(nitrogen, %), o-(ortho, %K),
O-(oxygen, %, JWATF), d-(dextro, 47JiE), p-(para, %), #l Win-butyl acetate(FHHR 1IE 1 ER), N-methylacetanilide(N-
F 3L 2 WA %), o-cresol(48 FFEY), 3-O-methyl-adrenaline(3-O- 3 I If %), d-amphetamine(47 HE 454 %),
[-dopa(/JiE% 2, p-aminosalicylic acid(¥ @ IE/KMIR). Hi | 5 K 4i Sin vitro, in vivo, in situ; 1bid, et al, po, vs;
MNP BRI LR, Wm (), VIR, FOD, pUk), W), vEER), QGAR), B %), S(1f
B, (N T), z(BEREE, kat), ((5E IR, C), DORHIE, Gy), AGBSTH TR, Bq), p(# B, AR, g/L), c(K
B, mol/L), o(AF3 4L, mL/L), w(Jii #5344, mg/g), bOT L EE/RIR L, mol/g), /(K BE), b(56 ), A(Hi 1), d(J2 1),
R(CEAR), D(HAR), Taxs Crnaes VA, Ty CIAF. FEFF 530 5 /NG RUE, Wlras, c-mye; TP K S IEAE, WiP16
HH.
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