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Expression of Hedgehog signaling pathway members in colon cancer and their
clinical significances
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[ Abstract ] Objective: To study the aberrant activation of Hedgehog signaling pathway in colon cancer and its clinical
significances. Methods: Sixty-six colon cancer and 20 paracancerous tissue samples ( Mar. 2009 to Jun. 2010, Xinhua
Hospital , Shanghai Jiaotong University School of Medicine ) were included in the study. Expression of the Hedgehog signa-
ling pathway members, SHH, PTCH1, Glil and SuFu, in colon cancer tissues were detected by immunohistochemistry,
and their relationship with clinicopathologic characteristics of colon cancer was examined. Results: In colon cancer tis-
sues, SHH and PTCH1 were highly expressed, while PTCHI and SuFu were weakly expressed, with their expression rates
being 64% , 36% , 72% , and 20% , respectively. In paracancerous tissues SHH and PTCHI were weakly expressed, and
Glil and SuFu were not expressed. PTCH1 and Glil exression were related to infiltration depth of colon cancer ( P =
0.023, P =0.040 ), and showed no relationship with age, gender, pathology. SHH and SuFu showed no relationship with
age, gender, pathology, infiltration depth, etc. Conclusion: Hedgehog pathway members are highly expressed in colon
cancer, which may be involved in oncogenesis and development of colon cancer.
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Fig.1 Expression of SHH, PTCH1, Glil and SuFu in colon cancer ( A, x50 ) and paracancerous tissues ( B, x200 )

A: Paracancerous tissues; B: Colon cancer tissues
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Fig.2 Immunohistochemical scores of SHH, PTCH1, Glil

and SuFu in colon cancer and paracancerous tissues
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Tab.1 Relationship between SHH, PTCH1, Glil and SuFu expression and clinicopathologic characteristics of colon cancer

Characteristics SHH P PICHI P Glil P Sufu
(% ) % ) % ) % )
Age
<65 31 20(64.5) 0.889 14(45.2) 0.162 24(77.4) 0.421 8(25.8) 0.240
>65 35 22(62.9) 10( 28.6 ) 24(68.6) 5(14.3)
Gender
Women 41 28(68.3) 0.314 15(36.6) 0.962 30(73.2) 0.917 7(17.1) 0.492
Men 25 14(56.0) 9(36.0) 18(72.0) 6(24.0)
Pathological type
Papillary
adenocarcinoma 1 1(100.0) 0.772 1(100.0) 0.614 1(100.0) 0.780 1(100.0) 0.226
Tubular adenocarcinoma 46 28(60.9) 16(34.8) 32(69.6) 9(19.6)
Papillary/Tubular adenocarcinoma 11~ 8(72.7) 4(36.4) 9(81.8) 2(18.2)
Mucinous adenocarcinoma 8 5(62.5) 3(37.5) 6(75.0) 1012.5)
Depth of invasion
T1 5 3(60.0) 0.654 1(20.0) 0.023 4(80.0) 0.040 0(0.0) 0.291
T2 7 457.1) 1(14.3) 3(42.9) 0(0.0)
T3 31 18(58.1) 8(25.8) 20( 64.5) 8(25.8)
T4 23 17(73.9) 14(60.9) 21(91.3) 5(21.7)
Lymphatic metastasis
NO 41 27(64.3) 0.632 16(39.0) 0.565 31(75.6) 0.501 8(19.5) 0.961
NI & N2 25 15(35.7) 8(32.0) 17(68.0) 5(20.0)
Duke’ s Stage
A 11 6(54.5) 0.506 2(3.0) 0.388 6(54.5) 0.183  0(0.0) 0.344
B 28 20(71.4) 13(46.4) 24(85.7) 7(25.0)
C 22 14(63.6) 7(31.8) 15(68.2 ) 5(22.7)
D 5 2(40.0) 2(40.0) 3(60.0) 1(20.0)
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