B pEgE Ak 2013 4R 9 )] 428 F oM

"B B

cytoplasmic HMGBI1 levels in endotoxin — stimulated macrophages
[J]. Biochem Pharmacol,2011,81(9): 1152 - 1163

13 Ellis LZ, Liu W, Luo Y, et al. Green tea polyphenol epigallocatechin
-3 - gallate suppresses melanoma growth by inhibiting inflammasome

and IL - 1B secretion[ J]. Biochem Biophys Res Commun,2011, 414

SIAH1 7] 18

BARE M ER

=

i L8 Bim R 5 S
S

BEY W5 STAHT Xf 7L AR JR 40 0 25 8504 T B s i SR HOAR G HL I . ik SRIBIBR BT

(3):551 =556
14 Yang H, Tracey KJ. Targeting HMGBI in inflammation[ J]. Biochim
Biophys Acta, 2010,1799(1 -2) ; 149 - 156
(& H 31 :2013 =03 -30)
(f& 18] A 3 :2013 - 05 -02)

FLRREMARKERT

TR S35 K STAHT 3% 3k JFRE

peDNA3 — mye — SIAHI % B8 i k7 peDNA3 — myce Bim T3 B B BimsiRNA FIX} B Bt control siRNA %% Ut A 7, Bt 98 41 il & MCF —
7, K1 Western blot Il STAH1 I Bim (1) 33k , 3 ) H] Annexin V — FITC/PUIR 7 & K 37 =0 40 i {0HE AR 43 B 25 4 20 i 76 2k v

M BE A KRS T AR T TG B0 . 855R 5 R AL PR 2 K e e ) B o

JOREZHAH L, B e STAHL 2235 ks 5 , SIAHL (P < 0. 05) 11 Bim

(P<0.05) Kk W e b, HASEMH TR R, 7358 7.36% 8. 02% K& 38.4% . 53 4b, 5 M % e SIAHL R385

pcDNA3 — myc — SIAH1 A8 [, 2L 5% e
ZI B EAG(P <0.05) , 4+ 510 36.8% 5 8.16% , £5it
X FURE SIAHL Bim 40k BT

SIAH1 Induces Anoikis through Up - regulating the Expression of Bim in Breast Carcinoma Cells.

Tao, Li Chunsheng. Zhoushan Hospital, Zhejiang 316000, China
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Wen Yuanyuan,Yang Zhigiang ,Deng

Abstract Objective To investigate the effect and mechanisms of SIAHI1 on the induction of anoikis of breast carcinoma. Methods

MCF -7 cells were transfected with pcDNA3 — myc — SIAHI, pcDNA3 - myc, Bim siRNA or control siRNA using Lipofectamine 2000.

The expression of SIAH1 and Bim were detected by Western blot. Annexin V — FITC/PI reagent kit and Flow cytometry assay were used to

analyze apoptosis in adherent and nor adherent cells. Results

Compared with the control and the cells transfected with the pcDNA3 —

myc, the level of SIAHI and Bim were increased in the cells transfected with the pcDNA3 — myc — SIAH1. And the anoikis percentage

was 7.36% , 8.02% and 38.4%

s

respectively. Further, MCF =7 cells co — transfected pcDNA3 — myc — SIAHI and Bim siRNA showed
lower level of Bim (P <0.05) and apoptosis rate(8.16% and 36.8% ,

respectively) than cells transfected with pcDNA3 — myc — SIAH1

only. Conclusion Overexpression of SIAH1 induced anoikis of breast carcinoma by upregulating the level of Bim.

Key words Breast carcinoma; SIAH1; Bim; Anoikis
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Comparative Study on Polysaccharides Content in Stem and Leaf of Iron Stone Dendrobium Fresh Product from different producing place.
Lu Qinfei, Wang Peipei,Chen Jiannan, Huang Song. Guangzhou University of Chinese Medicine, Guangdong 510006 ,China

Abstract Objective To establish a method for the determination of polysaccharide content in the stems and leaves of Iron stone
dendrobium Fresh Product from different producing place, and to explore the influence of environment on the polysaccharide constituents in
the stems and leaves. Methods Phenol - sulfuric acid method was applied for the determination of polysaccharide in the stems and leaves
of Iron stone dendrobium Fresh Product. Results Polysaccharides content in stem and leaf of Iron stone dendrobium Fresh Product from
different producing place was different. Polysaccharides content in stems of Yunnan —5(T8) sample was the highest(5.59% ), while it
was the lowest in GuangdongHeyuan districts sample (1.22% ). Polysaccharides content in leaves of Yunnan —4 (T7) sample was the
highest(1.90% ) , while it was the lowest in FujianWuyishan districts sample(0.95% ). It's common that polysaccharides content in fresh

stems was higher than it in leaves. Conclusion Different growing environment of Iron stone dendrobium could probably influence the Pol-
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