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[Abstract] Objective To investigate the expression and its possible function of AMP-activated protein kinase
(AMPK) in the occurrence of esophageal squamous cell carcinoma (ESCC). Methods The tissue samples were
collected from 40 fresh ESCC and 40 normal esophagus, and the expression of AMPK downstream substrates p-
ACC and ACC were tested by Western-blot, then the correlations of p-ACC and ACC expression to the
clinicopathologic characterisics were analyzed. Results The expression of p-ACC in ESCC was lower than that in
normal tissues, with significant statistical difference (P<C0. 05). The down-regulation ratio of p-ACC in poorly-
differentiated ESCC was 81. 8% (9/11), which was significantly higher than that in moderately and well-
differentiated ESCC(3. 5%, 1/29). There was no correlation of p-ACC down-regulation with age, gender, TNM

stage and lymph node metastasis(P>>0. 05). Conclusion The expression of p-ACC was down-regulation in ESCC,

and the down-regulation is associated with tumor cell differentiation.
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Fig 1 The expression of ACC in ESCC and histologically normal
tissues were test by Western blot

EC. Esophageal squamous cell carcinoma; NI1-N3:. Normal

tissues; T1-T3: Tumor tissues

2.2 p-ACCEESCCHMEEREHATHRIE

40 fi] ESCC #5rA ) Western blot &5 3R 01, J&
S5 IR S 4 p-ACC Fl B-actin =4 £ 6
BEREH 2 4 A R 0. 523 0. 167 F1 0. 655 &
0.175, MXF ¢ K IRUESE p-ACC HHE A ESCC 4



=

552 PO R 2 2 i (BE 22 D

1%

APERAITH.SEFEEHLAPHRALE. 27
BHEit2E Y (1=3.066,P<<0.05) (& 2).

S SR SA SR SR o
p-ACC s — -
B-actin s s — w—

& 2 Western blot # Il ESCC #1IE & ® & H A p-ACC Rix
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Table The relationship with esophageal cancer clinical pathological parameters

The expression of p-ACC

The down-regulation

Clinicopathologic

characterisics Down- Expression of normal ratio of p-ACC e p

regulation or slightly elevated )

Gender 0.068 P=0.05
Male 8 25 24.24
Female 2 5 28.57

Age (yr.) 0.147 P>0.05
<60 3 11 21.43
=60 7 19 26.92

TNM stage 0.139 P>0.05
I-1 3 13 18. 75
-1V 7 17 29.17

Lymph node metastasis 0.033 P>0.05
With lymph node metastasis 5 16 23.81
Without lymph node metastasis 5 14 26.32

Tissue differentiation degree 22.11 P<C0. 05
Moderately and well- 1 28 3. 45

differentiated

Poorly-differentiated 9 2 81. 81
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