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[ Abstract ] Objective: To investigate the expression, correlation and clinicopathological significance of enolase-o
( ENO1 ) and tumor M2 pyruvate kinase ( M2-PK ) in gastric cancer. Methods: Seventy-eight paraffin-embedded speci-
mens of gastric tissues ( 55 gastric cancer and 23 gastric ulcer tissues ) from the First Hospital of Lanzhou Universtiy ( Jun.
2009 to Oct. 2010 ) were included in the present study. Expression of ENOI and M2-PK in gastric cancer and gastric ul-
cer tissues were detected by S-P immunohistochemistry. Correlation between ENO1 expression and M2-PK expression, and
its implication in the clinicophathologic features of gastric cancer were analyzed. Results: The positive expression rate of
ENOLI in gastric cancer tissues was significantly higher than in gastric ulcer tissues ( 67.3% vs 30.4% , P <0.01 ), and
positively related to differentiation grade, depth of invasion, lymph node metastasis and TNM staging ( all P <0.05 ). The
positive expression rate of M2-PK in gastric cancer tissues was significantly higher than in gastric ulcer ( 78. 2% uvs
39.1% , P <0.01 ), and positively related to differentiation grade ( P <0.05 ), depth of invasion ( all P <0.05). Ex-
pression of ENO1 was positively correlated to that of M2-PK ( r =0.5729, P <0.05 ). Conclusion: The up-regulated ex-
pression of ENO1 and M2-PK may participate in the oncogenesis and progression of gastric cancer. Combined detection of
ENO1 and M2-PK in gastric cancer tissues may be helpful in evaluating the prognosis of gastric cancer.
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Fig.1 Expression of ENO1 and M2-PK in gastric
cancer and gastric ulcer tissues( x200 )

A,B: Gastric ulcer tissues; C,D: Gastric cancer tissues
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Tab. 1 Correlation between ENO1 and PK-M2 expression and clinicopathologic features of gastric canced n/% ) |

ENO1 M2-PK
Clinicopathologic feature N
Positive P Positive P
Age
=55 30 22(73.3% ) 0.294 23(76.7% ) 0.766
<55 25 15( 60.0% ) 20( 80.0% )
Gender
Male 39 26(70.3% ) 0.881 31(79.5% ) 0.995
Female 16 11( 68.8% ) 12(75% )
Differentiation grade
Low 36 28(77.8% ) 0.022 32(88.9% ) 0.021
High 19 9(47.4% ) 11(57.9% )
Depth of invasion
T1 +T2 16 7(43.8% ) 0.017 9(56.3% ) 0.031
T3 + T4 39 30(76.9% ) 23(87.2% )
Lymph node metastasis
Yes 37 31(83.8% ) <0.01 31(83.8% ) 0.274
No 18 6(33.3% ) 12( 66.7% )
TNM stage
I +1 20 8(40.0% ) 0.001 13(65.0% ) 0.147
m+1v 35 29(82.9% ) 30(85.7% )
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