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W2 /8 ,ip), BV HERN 1.08+ 0. 32mm?®, B B/NFXHEBAF EPEE 11.67 £ 0. 53mm® (P <0.01), B2 TNF - o &
(10.96 £ 1.04mm*) & PDTC 4 (11.72+0.73mm®) EXTBA B LB EEF (P>0.05), #4#:NP - «B il #/7 PDTC gt
EEWE TNF - o WEREARYTHEER, MR AAEARNEK,

[X8i7) 2LA98 ; MR IRIE R T o; A F «B

[PEEBSEKEDF XS] R737.9 [SrakRiRas]) A [WrBR]) 2002 -11-26

NF — k B inhibitor — PDTC enhance TNF — «a induced cytotoxicity

in breast cancer cells
TU Gang, et al
(Department of General Surgery, College of Clinical Medicine , Chongging Medical University)

[Abstract] Objective: To evaluate the effect of NF — « B inhibitor — PDTC on TNF — a induced cytotoxicity in breast cancer cells.
Methods : The cell survivals of breast cancer cell lines MCF — 7 and MDA — MB — 435s were measured by MTT assay in vitro. MDA —
MB - 435s cells were implanted into BALB/C mice. Animal tumor models were treated with TNF — a, PDTC and TNF — a plus
PDTC. Results: The growth of two breast cancer cell lines was not inhibited by either TNF — a(2000U/mi or less)or PDTC. Howev-
er, both breast cancer cells treated with TNF — a(2000U/mi) plus PDTC(50p mol)showed significant growth inhibition as compared
with controls. In vivo, the growth of implanted tumor was significantly reduced in volume in mice treated with TNF — a(7. 5 X
105U /kg, ip, bid) plus PDTC(50mg/kg, ip, bid) as compared with controls( P <0.01). Tumor growth was not inhibited by either
TNF — a or PDTC treatment. Conclusion : NF — k B inhibitor — PDTC evidently enhance TNF — a in inducing cytotoxicity in breast
cancer cells,and thus inhibit the growth of cells.
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ANHRBAMMER MCF — 7 (M B B Z (K B 1) #1 MDA -
MB — 435s (M B & Z A ), & B ATCC(American Type
Culture Collection) & ¥, EBHA TNF-o« WE EHEFZH 2
BEHE AR, tkiEN 1 <107 #87 /mg(U/mg) ; PDTC( % E
Sigma A8 ) ;BRI (H &R E). BALB/c/MR,2~3 A&,
HE 20~25g, iE WA BEKER KEZRIHYH Lo
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PDTC 4 ¥ & 43 % % 10pmol, 20;mol, S0umol, 100pmol ,
150pmol,200pmol. FEI#E & 4 E 48h, G E AN L A
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AIA 5meg/mIMTT20pl 46 4E 5555 4h, B X 35 57 ¥ A DMSO
200pl1, 3% % Smin /G FI M FF X 490nm P K AWM E OD A,
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