Mk % ¥R CE %D B
J Sichuan Univ (Med Sci Edi) 2012; 43(6):830 - 833

FBHEMAEANFE F MG132 33 A F5 A EE HEC-1B #0
Ishikawa ZHBe 12 5E RF T F0 B EA B9 =2 Mo~

% B.% B FAE, ARES

U R 2 A Y 5 — Be B 407 B ORER 610041)

[HEY B8 THEEAEEISF =k 28 (Z-Leu-Leu-Leu-cho, MG132) it A F =& N iKym HEC-1B HI
Ishikawa 4 i (935 P . BF 58 MG132 3697 N T8 W B G E N - . FiE AR R MG132(0,0.2,0.5,
1.0 pmol/L) Zb ¥ HEC-1B #1 Ishikawa 40 il 24 h.48 h, 3R JH MTT &4 MG132 % HEC-1B Fl Ishikawa 2 Jifg 3%
B 8 B ) 5 o7 ) S A0 R 43 B AG I 0. 5 ol /L MG132 AR FH 24 h i 15 Fh 40 0 (4 R T SRR AN R 300 4 A . 25 R
MG132 REM i HEC-1B 1 Ishikawa 40138 57 . 78 A< F 53 Wk Ji 900 B P9 MIG 132 ¥k i 344 v F 79 7 40 L 6 400 441 £/ Y 344 5
(P<C0.01),48 h Mk /E FH3R T 24 h(P<<0.01), Ishikawa 20 jfg % MG132 (¥ fURF2 R F HEC-1B 415 . MG132
4b 38 HEC-1B #1 Ishikawa 411 jf 5 98 T R 2738 0 (P=0. 000) , 41 ff J& 91 2347 7% HEC-1B 40 G. 397 40 Jg L {51 355 Jin
(P<0.05) ,Ishikawa 40 Jfl G, Fl G, 40 M L )34 fm (P<<0. 05), &5 8 (1 WA 30 H 5 MG132 % HEC-1B #l
Ishikawa 411 f A5 3% i 400 4] 5 98 1 A BEL i 400 B R0 300 09 V8 B . MIGL32 AT g o ¥ 10 8 P B k7 25900

[X|iIAY =B FEWBE B W iR

Effects of Proteasome Inhibitor MG132 on Cell Proliferation, Apoptosis, and Cell Cycle in HEC-1B and Ishikawa Cells
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[Abstract] Objective To study the anti-cancer activities of Z-Leu-Leu-Leu-cho (MG132) against human
endometrial carcinoma HEC-1B and Ishikawa cells and the potential of M(G132 in human endometrial cancer therapy.
Methods HEC-1B and Ishikawa cells were treated with M(G132. Cell proliferation was assessed by MTT while cell
apoptosis rate and cell-cycle distribution were assessed by flow cytometry. Results The proliferation of HEC-1B
and Ishikawa cells was inhibited by MG132 and cell proliferation was significantly inhibited with the raised
concentration of MG132 (P<C0. 01), Ishikawa cells were more sensitive than HEC-1B cells to MG132. MG132
could induce the apoptosis of HEC-1B and Ishikawa cells (P = 0. 000). Cell cycle analysis indicated that the
percentage of HEC-1B cells was increased in G, phase (P<C0.05) while Ishikawa cells” was increased in G; and G,
phase (P<C0.05). Conclusion Proteasome inhibitor MGI32 could inhibit the proliferation, promote cell apoptosis,
and block the cell cycle of HEC-1B and Ishikawa cells. MG132 may be a potential treatment for endometrial cancer.
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Table 1 MG132’S inhibitory effect on the proliferation of HEC-1B and Ishikawa cells (Ao .xts)

MG132 ([LITIOI/L)

Cell line

0 0.2 0.5 1.0
HEC-1B 24 h 1.46+0.02 1.314+0.01%-% 1.074+0.05% % 0.9840.02* %
48 h 1.2040.01 0.8540.02* 0.76740. 04" 0.56+0.03"
Isikawa 24 h 0.8940.01 0.7840.01*-% 0.4740.02* % 0.3040.01*-%
48 h 1.26+0.03 0.6540.03" 0.4140.01" 0.0840.00"

* P<C0.01,vs. other groups in the same time-point; # P<C0.01, vs. 48 h in the same concentration
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Ishikawa cells after treated with 0.5 pmol/L MG132 for 24 h
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Cell growth inhibition rate induced by MG132 as a proteasome in HEC-1B and Ishikawa cells

Fig 3 The cell-cycle distribution in HEC-1B and Ishikawa cells after treated
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Fig 2 The apoptosis rate in HEC-1B and

with MG132
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Table 2 Flow cytometric analysis of the cell-cycle distribution (% ,x=+s)

Cell line Group n Go /Gy S Gy /M
HEC-1B Control 3 67.4041.74 29.4540. 94 3.1442. 37

MG132 3 56.7242.10" 30.3140.97 12.97+1.88"
Ishikawa Control 3 60.4641. 88 31.4240.97 8.1241. 38

MG132 3 64.4040.99" 17.79+£0. 584 17.82+1.504

* P<C0.05, AP<C0.01, vs. control group
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