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ABSTRACT OBJECTIVE: To in ammatory effects of liensinine on 12-O-tetradecanoylphorbol-13-acetate

(TPA)-induced ear edema i
divided into blank

groups ( ith 8 mice in each group. Except for blank group, other groups were given TPA for external use on both

vg 1 mice, and to investigate its mechanism. METHODS: The 40 mice were randomly

p, positive control group (dexamethasone, 2.5 mg/kg) and liensinine low-dose and high-dose

inner er ‘sides of right ear to induce ear edema inflammatory model. During modeling, administration group was given

relevant medicine 20 pL/mice for external use on both inner and outer sides of right ear (using acetone as solvent) ; blank group
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and model group were given constant volume of acetone. 6 h after administration, ear thickness and ear edema degree of mice were
determined. The pathological changes of ear tissue were observed by HE staining. The levels of inflammatory factors (TNF-a,
IL-6, IL-1B) in ear tissue were detected by ELISA. The phosphorylation levels of nuclear factor kB (NF-xB) signaling pathway
related protein [NF-kB p65, NF-kB inhibitory protein (IkBo)] were detected by Western blot assay. mRNA expressions of COX-2
and iNOS were detected by RT-PCR. RESULTS: Compared with blank group, degree of ear edema, the levels of inflammatory
factors in ear tissue, phosphorylation levels of NF-kB signaling pathway related protein, mRNA expressions of COX-2 and iNOS
were increased significantly (P<C0.05). There were ear tissue thickening and increase of inflammatory cell infiltration, etc.
Compared with model group, ear edema degree and above indexes of ear tissue in administration group were decreased significantly
(P<<0.05) ; ear tissue thickening and increase of inflammatory cell infiltration were relieved significantly. CONCLUSIONS:
Liensinine shows good anti-inflammatory effects on TPA-induced ear edema inflammatory model mice, the mechanism of which

may be associated with inhibiting the phosphorylation levels of NF-kB p65 and NF-kB protein and inhibiting the mRNA expressions

of inflammatory factors COX-2 and iNOS.

KEYWORDS Liensinine; Ear edema inflammatory model; Inflammatory factor; Nuclear factor kB p65; Mice
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Tab 1 Determination of ear thickness and ear edema

degree of mice in each group(x+s,n=38)

415 HERE mm ik
SA4 0.19+0.01 1.00£0.00
T 0.82£1.00° 1.84+0.02°
ORI A 0.67+0.09° 1.56+0.03"
OB 0.51£0.08° 138+0.02°
HERI 0.34£0.07° 125£0.05°

T 52 gL, “P<<0.05; SRR L #,*P<<0.05
Note: vs. blank group, “P<<0.05; vs. model group,”P<<0.05
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Fig 1 The pathological observation of ear tissue of

mice in each group (HE, x200)
X2 HANREALAS TNF-0.IL-6 IL-1p7k F LL ]
(x+s,n=8,ng/mL)
Tab 2 Levels of TNF-a, IL-6 and IL-1f in ear tissue

of mice in each group(x +s,n=8,ng/mL)

4150 TNF-a IL-6 IL-1B

FAA 0.16+0.05 0.06+0.02 0.0340.05
TR 12.0£0.67° 1.40+0.05* 127£0.06"
OB AL 8.00+0.50° 0.60+0.03 0.85+0.04°
AN T e 5.61+0.44° 041002 0.560.05°
biUE 8] 280£0.15° 0.32£0.02° 0.20+0.02°

T 52 I e, “P<<0.05; SEAIZ i, "P<<0.05
Note: vs. blank group, *P<<0.05; vs. model group, P<<0.05
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Fig 2 Electrophorograms of Ik Ba , NF-k B p65, p-
IkBa, p-NF-kx B p65 protein in ear tissue of

mice in each group
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#ZR
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T EHE 2013FEF20FE1TE

*®3 HANMREALH IkBa NF-xB p65.p-IkBa .
p-NF-xB p65 EAFRIEKFMELER (x+5,n=8)

Tab 3 Protein expression levels of IkBo , NF-kB p65,
p-IkBa, p-NF-kB p65 in ear tissue of mice in

each group(x*s,n=8)

5 Ik Ba/factin p-Tk Ba/f-actin NF-k B p63/f-actin p-NF-k B p65/-actin
aistii| 0914003  0.03£0.05 0.99+0.03 0.34+0.01

HEAI] 043+£0.01"  1.10£0.06" 0.91£0.03 0.72£0.01°
TELBIGAEAL 06440027 0850047 0.95+0.02 0.65+0.017
SEOMEAEA 078+0.02°  0.56£0.05" 0974003 0.57£0.01°
HEAMA 097+0.02°  020%0.02° 1.00£0.03 030£0.01*

T Ha A, " P<0.05; ST 4L ,"P<<0.05

Note: vs. blank group, *P<<0.05; vs. model group,”P<<0.05
COX-2 mRNA [ 35 /K- 3 T (P<<0.05) ; 5457
I HE , £ 4 25 A/ FRH 41 21 INOS . COX-2 mRNA
2R K-35 B 3 IR (P<<0.05) o #5411/ R H- 4141
iNOS ,COX-2 mRNA ik /K- 5 25 00 L4 4.
x4 BAMNREALHINOS .COX-2 mRNA Fiksk

TENELER(xts,n=8)
Tab 4 Determination results of mRNA expressions of
iNOS and COX-2 in ear tissue of mice in each

group(x+s,n=38)

215 iNOS mRNA COX-2 mRNA
A4 1.00£0.00 1.00+0.00
TR 42040207 12.09£1.00°
HEOBEIGR A 240£0.16" 9.82+0.71"
FEO R AR 1.85+0.14° 5.84+0.50°
WERIA 1.62+0.10° 3.02+042°

T 525 A L, " P<<0.05; SRETILA Lg%, *P<<0.05
Note: vs. blank group, *P<<0.05; vs. model group, P<<0.05
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