e FH e

FRE X AZLIRE SKBR-3 204 <Y 20

K, ’,5\‘%zJg*(ifil’iﬂk%%f%ﬁ%%@éﬁﬁbﬁi FRITEWA A ) T B2 H i SE g %, K 400016)

HE: BRY K B IR AEE-2(COX-2)4p 4 #] B & 3 3+ $LI /% SKBR-3 Za it & K ed Hw A b, B3k ARERK
JEW E R A 42 SKBR-3 @ /i), R A CCK-8 il ok 4 A #f SKBR-3 an JiL 38 71 /& M 69 % vh ;L X 2 JL AU ] 2m AL
AR BEBR R R I X 3 (ELISA) M 3T 7 B2 & Eo(PGE,) e #0/K-F; Western Blot #im & &R & & 5k 5 4 #1i% SKBR-3
tm it j& Caspase-3 #ERALRIEH M, 45R AR &/ s SKBR-3 40 ied 3% sidp 51 /5 A 27 - AR MM, M A ERSH
WA ¥hm, GolGy HAsm e Lidr, S Hiamie BBl 2k Y ;s R E 4 9 2 PGE, 984K -F; Caspase-3 /£ 2 je 8 = F
BACHE, EATHMN AR, G BREFEAZIPHIILE SKBR-3 @iewy g, #FHEA; LAERAMHT
it 5 COX-2 &1k T, 474 PGE, K-F =42t Caspase-3 497 ELA %,

KEIA): SUMJE; SKBR-3; ERFH; FKAALH-2(COX-2)

FESES: RI65.1 MERFRERS: A XE4S: 1007-7693(2012)08-0669-05

Influence of Celecoxib on Brest Cancer Cells SKBR-3

ZHANG Li, HUANG Jiajun*(Department of Pharmacology, School of Pharmaceutical Sciences, Chongging Key Laboratory
of Biochemistry and Molecular Pharmacology, Chongging Medical University, Chongging 400016, China)

ABSTRACT: OBJECTIVE To approach the effect of celecoxib, a selective COX-2 inhibitor, on breast cancer cell growth and
its mechanism. METHODS CCK-8 assay was adopted to examine the proliferation of SKBR-3 cells treated by different
concentrations of celecoxib. Flow cytometry was performed to analyze the cell cycle of SKBR-3. The levels of PGE, were
measured by ELISA. Western Blot was used to detect the activation states of Caspase-3. RESULTS The inhibition of
proliferation of SKBR-3 cells in vitro by celecoxib was observed in time- and dose-dependent effects. With the increase of
celecoxib concentration, the cell cycle was arrested at Go/G;, and rate of cells in S-phase was obviously decreased. Levels of
PGE, were inhibited by celecoxib. Caspase-3 was activated in the early stage of apoptosis, but there was no expression in the late
stage of apoptosis. CONCLUSION Celecoxib inhibits proliferation of SKBR-3 cells, and induces apoptosis. The mechanism
of action may be associated with down-regulation of the expression of COX-2, inhibition of PGE, and activation of Caspase-3.
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Tab 1 Growth-inhibiting effects of celecoxib on SKBR-3
cells(n=3)
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Tab 2 Effect of celecoxib on cell cycle of SKBR-3 cells by
flow cytometry
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Fig 1 Effect of Celecoxib on PGE2 level of SKBR-3 cells

by ELISA
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Fig 2 Effect of celecoxib on expression of Caspase-3 of
SKBR3 cells by Western Blot
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Study on Allergic Reaction Induced by Chuankezhi Injection

XIAO Guinan, SUN Qingping, ZENG Qiumin(Guangdong Institute for Food and Drug Control, Guangzhou 510180,
China)

ABSTRACT: OBJECTIVE To establish a method of rapid test for allergic reaction induced by Chuankezhi injection(Cl).
METHODS The guinea pigs were sensitized continuously by intravenous injection of drugs once a day for three days, IL-4
and total IgE of serum were detected with ELISA method on the 8th day. The results were compared with traditional method of
sensitization by intraperitoneal injection. RESULTS The allergic reaction didn’t occur on the 8th day after guinea pigs were
sensitized by intravenous injection of three batches of CI, but IL-4 and total IgE of serum increased obviously and allergic
reaction occurred from the 8th day after sensitized by CI added with 1.5 g-L™* chlorogenic acid, the onset time of allergy was
reduced by 1-2 weeks as compared with traditional method, and the results were in accordance with each other. CONCLUSION
It provides a new way of rapid test for Cl induced allergic reaction.

KEY WORDS: Chuankezhi injection; allergic reaction; rapid test
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