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Effect of PARP Inhibition on Invasiveness of Mouse Colon Carcinoma Cell Line

LI Ming, WANG Ya-lan
( Department of Pathology, Chongqing Medical University, Chongging 400016, China )

Abstract: [Objective] To approach the effects of poly (ADP-ribose) polymerase (PARP) inhibition on the
migration and invasion of mouse colon carcinoma cell line (CT26) in vitro,and its mechanism. [Methods] The
effects of PARP inhibition on migratory and invasive potencies of CT26 were observed by cell migration assay and

invasion assay. The effects of PARP inhibition on expressions and activities of MMP-2 and MMP-9 were investigated

by Western Blot and zymography, respectively. [Results] The migratory rate (70% + 7%) and invasive rate (63%
+ 10%) of 5-AIQ-treated CT26 cells were both reduced (P < 0.00 1) compared with 5-AlQ-untreated cells (100%
+ 7% and 100% = 11%, respectively). The expressions of MMP-2 and MMP-9 of CT26 cells (64%x12% and 72%
+ 12%, respectively) were significantly attenuated (P = 0.000 3 and P = 0.016 3) by 5-AIQ compared with 5-
AlQ-untreated cells (100% + 11% and 100% + 21%, respectively). Moreover, the activities of MMP-2 and MMP-
9 both had significantly differences (P = 0.0248 and P = 0.0013) between supernatant of 5-AlQ-treated CT26 cells
(IA: 0.34 +0.07 and 0.40+ 0.05, respectively) and 5-AIQ-untreated cells (IA: 0.48 +0.10 and 0.61 + 0.08,
respectively).  [Conclusion] The data suggested that PARP inhibitor 5-AIQ could inhibite migratory and invasive
potencies of CT26 cells,probably because 5-AIQ decreased invasion-relative factors, MMP-2 and MMP-9 by
inhibiting PARP of CT26 cells.
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Fig.1 CT26 Cells Migratory to Lower Surface of The
Membrane

A 5-AlQ-untreated (control) group; B: 5-AlQ-treated (500
pmol/L) group. Migration assay showing that 5-AlQ-treated cells
resulted in low penetration of cells through the transwell membrane,
compared with 5-AlQ-untreated (control)cells.Stainning with hema-

toxylin, magnification, X 400.
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Fig.2 CT26 cells invasive matrigel to lower surface of

the membrane
A: 5-AlQ-untreated (control) group; B: 5-AIQ-treated (500
pmol/L) group. Invasion assay showing that 5-AIQ-treated cells resulted
in low penetration of cells through the transwell membrane, compared
with 5-AlQ-untreated (control) cells. Stainning with hematoxylin,

magnification, x 400.
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100% = 11% , T SE 36 20 W AH XF R 1K 0 64% =+
12% , K2 518 Gi 52 L (1=5.45, P=0.0003,n=
6) . SX RAL S, SLUR 4 CT26 40fEL MMP-2 1
MMP-9 (8 B FRIAHA R TRE(E 3),

Conirol 5-A1Q ku

MMP-9 92
MMP-2 72
Actin [ 43

3 PARP K3 R Western blot 5236 H MMP-2 F
MMP-9 f35%i%
Fig.3 PARP inhibition decreased MMP-2 and MMP-9
expressions in Western blot analysis
The expressions of MMP-2 and MMP-9 in 5-AlQ-untreated
(control) and 5-AlQ-treated CT26 cells.Actin protein levels were
determined as an internal loading control. Control means 5-AIQ-

untreated group; 5-AIQ means 5-AIQ-treated group.
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&1 PARP % CT26 40 A L3 sh MMP-2 #n
MMP-9 i 1% B 0
Table 1 The effect of PARP inhibition on activities
of MMP-2 and MMP-9 of CT26 cells supernatant
(%+s, n=5)
MMP-2 MMP-9
control (5-AIQ-untreated) group (I4) 0.48 + 0.10  0.61 + 0.08°
5-AlQ-treated group (/4 ) 0.34 £ 0.07 0.40 + 0.05
¢ value 2.76 4.83
P value 0.0248 0.0013
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