EERER ARSI 2011 F£5 36 HH 4 ) ( Journal of Chongaging Medica! University 2011.Vol.36 No.4 )

— 429 —

ERUPISE  XEHE :0253-3626(2011 ) 04-0429-04

AR IR K BRI A2, ¢ RELER . DA % —6
F18  W

AR, B R A

PR3 IR I RV

(1 BERERAEPERAGEEH RS2 BERERKERPHUEESE L EX  400016)

[# E )86 WERRIEE B RIBOoT A ali i AR A BRI C K& 1 (C-teactive protein, CRP) . 14N & -6 (In-
terleukin-6,1L-6 ) B I ZK I M . 5 % . L SD HEHE KR, BEALA 3 FRAH MERYA 2 V B haE 1 v g, 3 B Al
RIS, EAS AN RIS, 4AR ‘=8 A =B R RARFRERENGT 144 5, KBIRITRIE
BHKRIREISE (Lee’s 1650 , FIRBIE S0 52 W B R0 W AE B K RUBHH 2 AR I AR 41 CRP O3 &, I B ENE R B AE R
B ZEMASR 1L-6 BEAEK. 4R .2 HEGAEEKR Lee’s T8HEHERIA B E R (P<0.01) , B AR HAPTCRP BT

1EENB . X7 (1982-), %, 5+,
B 6 4 R R AEMEE
WE1ER B A&k, B, 81448 Email. CYTCL996@163.com,
BEeWH. $ATIEABEBHAL(%HF.07-2-63); FEFTAEK
RAAABH B (%5 .06370302),

B 1L-6 BRI SR @ X RER (P<0.01) ,2 V BT S
1V EAHH S, A BEER (P<0.01,P<0.05) , 4&# BT
BEA SR IEME A RIEE, RERIER KBB4 CRP M
FEM IL-6 Mk, MUEAERE R BMLIAR R E R MARES, B
2V EEMASCRET 1V 44,

£ £ X ®

{1] Senoo M,Seki N, Ohira M.A second p53-related protein, p73L,
with high homology to p73[J].Biochem Biophys Res Commun, 1998,248
(3):603-607.

[2] Yang A, Kaghad M, Wang Y.p63,a p53 homolog at 3q27-29,
encodes multiple products with transactivating, death~inducing, and
dominant-negative activities[J].Molecular Cell, 1998,2( 3 ) :305-316.

[3] Orit K S,Mireia C M, Tian H S, et al.Distinct expression profiles of
p63 variants during urothelial development and bladder cancer progression
[J1.The American Journal of Pathology,2011,178 (3 ) : 1350-1360.

[4] Dohn M, zhang S, Chen X.p63 alpha and DeltaNp63alpha can induce
cell cyclearrest and poptosis and differentially regulate p53 target genes(J].
Oncogene, 2001,20( 25 ) :3193-3205.

[5] Robert P.Dellavalle, Patrick Walsh, Angela Marchbank , et al. CUSP/
p63 expression in basal cell carcinoma[J].Experimental Dermatology , 2002,
11(3):203-208.

[6] Barbieri C E,Tang L J,Brown K A, et al.Loss of p63 leads to increased
cell migration and up-regulation of genes involved in invasion and metas—
tasis{J].Cancer Res,2006,66 ( 15 ) : 7589-7597.

[71 Higashikawa K, Yoneda S, Tobiume K, et al.Snail-induced down—
regulation of DeltaNp63alpha acquires invasive phenotype of human squa—
mous cell carcinoma[J].Cancer Res,2007,67( 19 ) :9207-9213.

[8] Fukushima H, Koga F, Kawakami S, et al. Loss of DeltaNp63alpha
promotes invasion of urothelial carcinomas via N—cadherin/Src homology
and collagen/extracellular signal-regulated kinase pathway[J].Cancer Res,
2009,69( 24 ) :9263- 9270.

[97 He Y F,Wu X H,Tang W, et al.Impaired delta Np63 expression
is associated with poor tumor development in transitional cell carcinoma of
the bladder{J].J Korean Med Sci,2008,23:825-832.

[10] A=, R/ME, FET, %. ANp63 shRNA Rk BRI E K
TERSBLIE 9 FAUL S4B 2435, 2006, 28(11) : 820-825.

(1] X1 #,20E, B208, % MR KAD X KB EELEY
SEAT MR MAT). 5 — ZE R K E ), 2003, 23 (6) 1 587-590.

[12] Senoco M, Pinto F,Crum C P, et al.p63 is essential for the proliferative
potential of stem cells in stratified epithelia{J].Cell,2007,129(3) 523~
536.

[13] Jacobs,W B, Govoni G, Ho.D,et al.P63 is an essential proapoptotic
protein during neural development{J].Neuron,2005,5 ( 48 ) : 743-756.
[14] Flores E R, Sengupta S, Miller J B, et al. Tumor predis—posetion in
mice mutant for p63 and p73: evidence for broader tumor suppressor func-
tions for the p53 family[J].Cancer Cell,2005,7 (4 ) :363-373.

[15] Fire A,Xu S, Mentgomery M K, et al.Potent and specific genetic in—
terference by double-stranded RNA in Caenochabditis elegans{J].Nature,
1998,391 (6669 ) :806-811.

[16] Elbashir S M, Harborth J, Lendeckel W, et al.Duplexes of 21 nu—
cleotide RNAs mediate RNA interference in cultured mammalian cell[J}.
Nature,2001,411 ( 6836 ) : 494-498.

[18] swisshelm K,Macek R,Kubbies M. Role of claudins in tumorigenesis
[J).ADV Drug Deliv Rev,2005,57 (6 ):919-928.

[19] Di Como C J, Urist M J, Babayan I, et al.p63 expression profiles
in human normal and tumor tissues[J].Clin Cancer Res,2002,8(2):
494-501.

(FAEs 8. XER)



— 430 — EERERAFFER 2011 ££5 36 £ 4 #8 ( Journal of Chongqing Medical University 2011.Vol.36 No.4 )

(X8R st RanbERERE AR AL RAE

[ FEEH S EESHEKS |R245.97 [ STEkdRE®D )A [ KRB ]2010-11-02

Effect of intensities of electroacupuncture on C-reactive protein and

interleukin—6 in adipose tissues from high fat diet-induced obese rats
LIU Zu-li et ol
(Department of Acupuncture and Massage , College of Chinese Medical ,Chongqging Medical University)
[ Abstract ] Objective:To investigate the effect of intensities of electroacupuncture on C-reactive protein( CRP)and interleukin—6 ( IL-6 )
in adipose from high fat diet-induced simply obese rats. Methods: Male SD rats were randomly divided into control group ( CG, n=10),
model group with high fat diet only (MG, n=10), electroacupuncture groups with high fat diet fed rats stimulated by either 2 V(2 V EA,
n=10 ) or 1v of electroacupuncture (1 V EA,n=10). Electroacupuncture (10 Hz,2 V EA:2 V,1 V EA:1 V)was applied to acupuncture
points “Zu san li” and “San yin jiao” for 15min everyday and for 14 days. Lee’s index in each group were detected. The contents of CRP
in epididymis adipose tissue were detected by ELISA.The expression of IL-6 in epididymis adipose tissue was detected by Western
blotting. Results:Lee’ s index and expression of CRP,IL-6 from two EA groups were significantly decreased compared with the model
group ( P<0.01 ) , and obvious change was observed between the two EA groups(P<0.01,P<0.05). Conclusion: Electroacupuncture can

reduce obese rats’ weight, decrease the expressions of CRP and IL-6 in epididymis adipose tissue and improve inflammatory state in obese

rats. Moreover,2 V EA group exhibits a better effect compared with 1 V EA group.

[ Key words ] electroacupuncture ; simple obesity ; adipose tissue ; inflammation
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