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Regulatory effects of PARG on PARP in colorectal carcinoma
LI Jia, LIN Ling, WANG Ya-lan (Department of Pathology, Chongging Medical University, College of Basic Medical Sciences,

Chongqing 400016, China)

Abstract; Objective To study the relationship between Poly ( ADP-ribose) glycohydrolase (PARG) and

Poly ( ADP-ribose) polymerase (PARP) in colorectal carcinoma. Methods

Immunohistochemical S-P staining

was used to examine the expressions of PARG and PARP in 44 specimens human colorectal carcinoma. The pos-

itive rate of PARG and PARP in murine colon carcinoma CT26 cells was detected by flow cytometry before and
after the treatment of PARG inhibitor Gallotannin. Results PARG and PARP expressed in colorectal carcino-
ma specimens was of positive correlation (r =0.300 01, P <0.05). The expressions of PARG and PARP were
weaker in Gallotannin-treated CT26 cells than those in the control cells (P <0.05). Conclusion The expres-

sions of PARG and PARP are correlated positively in colorectal carcinoma. PARG inhibitor suppresses the ex-
pressions of both PARG and PARP, indicating that PARG may regulate PARP.
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