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[Abstract] Objective  To analyze the correlation between the expression of PTEN and LKBI in non-small
cell lung cancer (NSCLC). Methods  Paraffin blocks of 74 cases of NSCLC patients were collected, and the
expression of LKB1 and PTEN were detected by immunohistochemistry. The clinical related index and the
correlation with the expression of PTEN and LKBI1 were analyzed to explore the expression clinical significance of
them. Results The PTEN and LKB1 expression positive rate were 47. 3% and 70. 3%, respectively. LKB1
expression negative samples were mostly associated with PTEN negative expression. Statistical analysis showed that
LKBI1 was positively correlated with PTEN expression (»=0. 287, P=0.017). The expression of PTEN and LKB1
in NSCLC had no relationship with gender. age and pathology type (P>>0.05). The expression of PTEN is closely
associated with lymph node metastasis (LNM, P=0.017), invasion (P=0. 008) and clinical stage (P=0.019).
And lack expression of LKB1 was closely associated with tissue invasion (P = 0. 043) and clinical stage (P =
0. 003). Patients with PTEN and LKBI positive showed more LNM and/or invasion than those with them negative.
Conclusion  The expression of PTEN and LKBI may be related to the occurrence and progression of NSCLC, and
may have a synergistic effect, and it can be used as a judgment of the prognosis of NSCLC.
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1 PTEN 7£ NSCLC HLAHEFRE, SP X400 2 LKBI1 7 NSCLC HAHKFRIE, SP X400
Fig 1 Expressions of PTEN in non-small cell lung cancer tissues. SP X 400 Fig 2 Expressions of LKB1 in non-small cell lung cancer

tissues. SP X400
A: Adenocarcinoma tissues; B: Squamous cellcarcinoma tissues; a: Negative expression; b: Positive expression
& 1 PTEN K LKBI1 7 74 #j) NSCLC R RiX1EFR

Table 1 The expressions of PTEN and LKB1 in 74 cases non-small cell lung cancer

PTEN LKB1
Factor Negative  Positive Positive p Negative  Positive Positive p
(n=139) (n=235) rate/ % (n=22) (n=152) rate/ %
Gender Male 29 22 43.1 =>0.05 13 38 74.5 =>0.05
Female 10 13 56.5 9 14 60.9
Age/yr. <45 4 3 42.9 >0. 05 3 4 57.1 =0. 05
46- 13 11 45.8 9 15 62.5
56- 15 16 51.6 6 25 80. 6
=>65 8 4 33.3 4 8 66. 7
Pathology ADC 16 21 56.8 =>0.05 11 26 70. 3 =0. 05
SCC 23 14 37.8 11 26 70. 3
LNM Positive 14 4 22.2 0.017 7 11 61.1 =>0.05
Negative 25 31 55.4 15 41 73.2
Tissue invasion Positive 16 4 20.0 0. 008 10 10 50. 0 0. 043
Negative 23 31 57.4 12 42 77.8
Stage 1 14 25 64.0 0.019 5 34 87.2 0. 003
1 17 6 26.1 13 10 43.5
il 7 4 36.3 4 7 63. 6
I 1 0 0 0 1 100
ADC: Adenocarcinoma; SCC: Squamous cell carcinoma; LNM: Lymph node metastasis
%2 PTENE:A LKBI %% 5 NSCLC BHFERH X R
Table 2 Relationship between PTEN/LKBI1 co-expressions and the malignant characteristics of carcinoma in NSCLC
Characteristic P %fgu,pnA: 16) -2 o Sy ey P2 20,
LNM Positive 6 (37.5%) " 9 (39.1%) " 3 (50.0%) * 2 (6.9%)
Negative 10 (62.5%) 14 (60.9%) 3 (50.0%) 27 (93.1%)
Tissue invasion Positive 9 (56.3%) 7 (30.49%)4 1 (16.7%)40 A 3 (10.3%) 44
Negative 7 (43.8%) 16 (69.6%) 5 (83.3%) 26 (89.7%)
LNM with tissue invasion Positive 3 (18.8%) 5(21.7%) 0 (0)L-A 0 (0)~-A

Negative 13 (81.3%) 18 (78.3%) 6 (100%) 29 (100%)

* P<C0.05, vs. group D; A\ P<C0.05, vs. group A; A P<C0.05, vs. group B

n=16) % il & A 41.PTEN fH#: H LKB1 B (P~ /L",n=6)% C 41 .PTEN 5 LKBI1 ¥ J [H
(P /L™ ,n=23)% B4 .PTEN ¥4 H LKB1 FH¥ (P /LY s n=29) 0 D 41, B4 2 [6) AR 4f5 by % v 7
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