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BE Bi R X & -3 bk 458 4L (atherosclerosis ,AS) # ik JE FLIER I & & E LA B 3k
[ apolipoprotein E gene knock-out,ApoE‘ ™7’ ] /s K de ik ¥ K bk 2w je B F & @ i A% -1 (interleukin-
18,IL-1B) JAFJE 3R 5L B F-a (tumor necrosis factor-a, TNF-a) YA & £ 3 bk 4L 22 ¥ 4% B -F-kB p65 ( NF-
kB P65 )12 5 i@ 5% 49 i 45T R A B 6 AS 49 THaALE, FiE 48 R 8 ¥ ApoE' T N FH A B
MRA(12 R, e TEBARZRAN), BRARELGAEMTRA(36 R). RIx12 ARG, BRI LA
ApoE' TN R AS A FLIERE R S, 54 3 A AR R A TR T4, 12 G AL ST B )
R, KRR B EK %95 M4k s (ELISA) &#’l@' | P IL-1B A= TNF-a 4% ;% @ % 9% ¥7 i (Western blot )
ol EFHIRELZ T NF-«B p65 B & Rk KF, ER HAMIL1B. TNF-a R ES T EF 4 BA(P <
0.01), KA AN T IL-1B TNF-a JREAKTHA L8 (P <0.01) ; R A AL M EuuiT 4k ik,
EZFHRGTFENL(P>0.05) ;90 , BEA L £ S R84 F NF-kB p65 & & BFBR ALK -F & T IE% 2T RE 40
(P<0.01), XA FH4a T3 4X 47T 20 NF-kB p65 & & BB LK T 394K TAA 28 (P <0.01) ; R & 7F4a 5 19
FRMITHE, ZF AL FEXL(P>0.05), &it RAEAMBEE AS, LAH T a5 #4) NF-«B
P65 155 @04 &M, TR K iémﬂuzl% IL-1B8  TNF-o F A K-, 9k fo ) K 5 B A %
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Effect of Tianxiangdan on Inflammatory Factor and NF-xB p65 Signal Pathway of Atherosclerosis
ApoE' "'’ Mice with Phlegm Turbidity Obstruction Syndrome SUN Long-fei'?, Gu-LiJiamali NIYA-
ZI', MA Wen-hui®, GUO Long-long®, and AN Dong-qing®® 1 CCU, Hospital of Traditional Chinese
Medicine, Affiliated to Xinjiang Medical University, Urumqi(830000); 2 Department of Traditional Chinese
Medicine, College of Traditional Chinese Medicine, Xinjiang Medical University, Urumuqi(830011); 3 Xin-
jiang Key Laboratory of Famous Prescription and Science of Formulas, Urumqi(830011)

ABSTRACT Objective To observe the effect of Tianxiangdan (TXD) on expressions of IL-13,
tumor necrosis factor-a (TNF-a), and nuclear factor-kB (NF-kB) p65 in apolipoprotein E gene knock-out
[ ApoE' /7’ ] atherosclerosis (AS) mice with phlegm turbidity obstruction syndrome (PTOS), and to ex-
plore the possible mechanism of TXD for prevention and treatment of AS. Methods A total of 48
ApoE‘ ' 'mice (8 weeks old) were divided into the normal control group (A, n =12) and the intervention
group (B, n =36). Mice in the normal control group were fed with common diet at room temperature,
while those in Group B were intervened in artificial complex climate box. After 12 weeks feeding, AS mod-
el with PTOS were successfully duplicated in mice. Then they were divided into three groups, the model
group, the TXD group, and the Atorvastatin group. Mice in each group were scarified 12 weeks later. Ser-
um levels of IL-13 and TNF-a in each group were detected. Furthermore, the expression level of NF-xB
p65 in aortic tissue was detected by Western blot. Results Levels of serum IL-18 and TNF-« in the mod-
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el group were significantly higher than those in the normal control group (P <0.01). Compared with the
model group, serum levels of IL-13 and TNF-a were reduced obviously in the TXD group and the Atorvas-
tatin group (P <0.01). No statistical difference in serum levels of IL-18 and TNF-a existed between the
TXD group and the Atorvastatin group (P >0.05). Furthermore, phosphorylation level of NF-kB p65 pro-
tein in aortic tissue was higher in the model group than in the normal control group (P <0.01). The phos-
phorylation level of NF-kB p65 protein was lower in the Atorvastatin group and the TXD group than in the
model group (P <0.01). No statistical difference in the phosphorylation level of NF-kB p65 protein existed
between the TXD group and the Atorvastatin group (P >0.05). Conclusion The mechanism of TXD in
the prevention and treatment of AS might be associated with suppressing the activation of NF-kB p65 sig-

naling pathways, and down-regulating expression levels of inflammatory cytokines IL-1B and TNF-a, thus

further inhibiting inflammatory reactions.

KEYWORDS Tianxiangdan; atherosclerosis; inflammatory factor; nuclear factor-«B
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0012, fal 37 T B i BE B 27 5 — Wi s 12 g 1= 2 sl ) 52
ey (B3 i ( AAALAC International ), 5256 )
WIvE TR AE B ) AN [ S 00 3 ) o 4 BRI E )
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3 FEOH HAF  /MELIL-1B  TNF-a ELISA
X7 & (eBioscience USA);RIPA Buffer i B il
w0, 2 w0 R BCA R &4 A N &
(Thermo,USA ) ; phospho-NF-kB p65 .NF-kB p65 .
GAPDH (CST, USA ) ; ot fie s se BERLAA, S bt i —
#t (Invitrogen,USA) ., BIC-400 A T4 ( i
ML A R 2 7] ), AR =1 2 2.0 HL ( Eppendrof , 7
[H) , ZUhEREPR X (Type1500 Thermo, &) , HLKAX
Power PAC300(Bio-Rad,USA) , & FHFLIRAL (ALt S
— AT S BERE U AX R AT R B R
Quantity One v4.62(Bio-Rad USA) .
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Fr [ g Ak i 5 RN T AABAR T 100 LAASE 48030 3 e ok
AR I S SR AE Ff ApoE' ) /N AR B4R
10:00 & WA N AR , e 1 21 :00 JCH il [a] 2
IS, N AR R G E R (6 £2) C, FHX
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AN ARG, UE S B0 ik s A s Ak 8% e 6 BH JIE AR 7Y
CL il 4 h ™ K4 30 K ApoE T /N BEHLAY
BRI RAEFFFA[2.7 g/(kg - d) ] FFEHAdTT4H
(6.1 mg/(kg - d) ], 410 H,
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SRR B S0 T 2 R I 2 s T AR R OK  E
U2y EEH R R R E R A 2, IE R R A
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A ARKAR T, AR 6 2o IE 7 X R 4k 22 8 F =0
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T T i N ks 440 ApoE' 7 N TIE B 4R
12 JAIARZEEAEIK A2 h )5  KUGHEAT LR #E: (1)
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NEFRBHAC 7« BERIARTRL 72. 5% 5 53831 10% ; HEME 10% 5
JENAER 0. 2% ; IH [ B 2% 5 TN B S e IE 0. 12% ; 2R %
5% ;21 &4Eth 0. 1%,

6 FdEtn S ik

6.1 IL-1B.TNF-a HyIEAKF- il Z Aif 5 ifn
THFEA M —80 CREARIRVKAR hHUL , BT 4 CARIEIK
Frb L BEAESA AL S, ) ELISA 3270 & i if v b 48
PERF IL-18 Fl TNF-o 19 7KF-, S8 56 280 B 7™ g 4% U
R G ULV FiEE . FREFRAE 450 nm P A0 E %%
FLIRSE AR, LAV BE A A A b, A bR O G BE (B
At 2l bR M 2, 38 bR fE i TSR S L1
I TNF-o AR

6.2 NF-kB % H %15 (NF-kB p65 . phospho-
NF-kB p65)  JH& A 5 M1 i 70) 0 sk w2 1t 4 1) 55
1) RIPA 243 I £k H L ,BCA HHE &
SR G 2 1k EE L B 20 g 1, 12% SDS-
PAGE §tiic ik 7 # 80 V, PVDF 5%, 5% wiv
BSA 1 TBST ZZ vk & it 34 4] 1 h, B 45005
TBST ¥k 3 W, i A ¥t —$1 ( GAPDH .NF-xB
p65 .phospho-NF-kB p65 1:1 000)4 CHFHEFEIK I
. TBST Wil 3 a, Infadi =91 37 CIHEH
1 h, TBST 3t j5, BCIP/NBT Chromogenic Sub-
strate #O% i f4, ] Quantity One v4. 62 # {4 %} 4
U BE AT AR 73

7 GiiteEJiik RA SPSS 17.0 Siit#k it
TP HT TR TR x £s FoR, ZULECR R
K ZJ7 225001, P L LSD ;3 P <0.05 25+
At E Lo

# R

1 B/ IL-18 F TNF-o 357K F 1
BRI SIEEXIRA LR, A IL18 . TNF-a
WHETH R (P <0.01) s RAEFFHA BTFE T4 IL-18.
TNF-o WEEPMETHRIRILL (P <0.01) 5 SB[ T
I, RAEFHE IL-1B TNF-o 1 B S 25, (H 25 5 6
Git#E X (P>0.05),

#1541 ApoE T /NRUIMIE H IL-1B AN
TNF-a /KF A (pg/mL, x =5 )

245 n IL-1B8 TNF-a
IEH X R 8 12.33 +2.09 8.26 =5.04
el 8 35.39+1.56 61.74 +8.06 *
K& 8 25.16 +1.172 26.30 +5.08%
BB AT T 8 24.60 +1.29% 24.24 +6.74°

TE 5 IR U R A, TP <0. 01 SRR KR, 2P <0. 01

2 KU/NREINIKRALH NF-xB RIS LK
(E1) BRI 3 k4 41+ phospho-NF-«kB p65
HAKEETIE®EXBA (P <0.01) , RESH B4E
HAiT4H phospho-NF-kB p65 2 [ 7K AR T 70 21
(P<0.01). SFI4LHMiT4 4, K7 F141 phos-
pho-NF-«kBp65 & 7K F-B& AR, (H 25 S ¥ T Ge it 2%
X (P>0.05),

i
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