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Expression of leptin and p-mTOR and their clinicopathological
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ABSTRACT Objective: To investigate the relationship between the expression of leptin, p-mTOR protein and
the pathogenesis, development and clinicopathological features in colon carcinoma.
Methods: The expression of leptin and p-mTOR protein was evaluated by immunohistochemical
methods in 40 normal colon mucosas, 40 colon adenomatous polyps and 108 cases of colon carcinomas.
The relationship between the staining pattern and clinicopathogical features was examined.
Results: The positive rates of detection of leptin in normal colon mucosa, adenomatous polyps
and colon carcinomas were 10% (4/40), 27.5% (11/40), and 71.3% (77/108), respectively; with
significant differences among the three groups (P<0.05). The positive rates of p-mTOR protein in
the normal colon mucosa, the adenomatous polyps, and the colon carcinomas were 2.5% (1/40),
20% (8/40),and 61.1% (66/108), respectively; with significant differences among the three groups
(P<0.0S5). The expression of leptin and p-mTOR proteins were related to invasive depth, TNM

stages, lymph node metastasis, distant metastasis and tumor differentiation (P<0.05), but not to
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age, sex, or site (P>0.05). In colon carcinoma tissues, leptin expression was positively correlated

with p-mTOR expression (P<0.01).

Conclusion: Leptin and p-mTOR proteins may play important roles in the occurrence and

development of colon carcinoma. The detection of leptin and p-mTOR may be helpful for

evaluation of the prognosis of the patient with colon carcinoma.
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Figurel Leptin positive expression in normal colon mucosa(A),colon adenomatous polyps(B) and adenocarcinoma(C);

p-mTOR positive expression in normal colon mucosa(D), colon adenomatous polyps(E) and adenocarcinoma(F) (SP,

x200).
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Table 1 Expression of leptin and p-mTOR in normal colon mucosa, adenomatous polyps and adenocarcinoma
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N7 eI EN 10 11 (27.5) 29 (72.5) 53.232 8 (20.0) 32 (80.0) 101.84
PN 108 77 (71.3) 31 (28.7) 66 (61.1) 42 (38.9)
P <0.05 <0.05
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Table 2 Relation between the expression of leptin and p-mTOR and clinicopathology parameters of colon cancer

patients
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