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ABSTRACT Objective: To investigate the relationship between the expression of forkhead box protein Al (FOXA1) and ubiquitin
carboxy terminal hydrolase L1 (UCHL1) in lung squamous cell carcinoma (LSCC) tissues and clinicopathological parameters and prog-
nosis. Methods: 100 LSCC patients who underwent surgical resection were selected, the expression of FOXA1 and UCHLI in LSCC tis-
sues and corresponding adjacent tissues was detected by immunohistochemistry. The relationship between the expression of FOXA1 and
UCHLI1 in LSCC tissues and clinicopathological parameters was analyzed, the overall survival (OS) and disease-free survival (DFS)
curves of LSCC patients with positive/negative expression of FOXA1 and UCHL1 were drawn by Kaplan-Meier method. Results:
Compared with adjacent tissues, the positive expression rates of FOXA1 and UCHLI in cancer tissues were higher (P<0.05). The positive
expression rates of FOXA1 and UCHLI in LSCC tissues with different tumor size, differentiation degree, TNM stage and lymph node
metastasis were different (P<0.05). The 3-year OS and DFS of 100 LSCC patients were 56.00% (56/100) and 49.00% (49/100) respec-
tively. The 3-year OS and DFS of FOXA1 and UCHL1 positive expression patients were lower than those of FOXA1 and UCHLI nega-
tive expression patients (P<0.05). Conclusion: The expression of FOXA1 and UCHLI is up-regulated in LSCC tissues, which is closely
related to poor prognosis.
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Table 1 Relationship between FOXA1, UCHLI expression and clinicopathological parameters of LSCC [n(%)]

Pathological factors n FOXA1 ¥’ P UCHL1 ¥’ P
Gender
Male 72 50(69.44) 0.247 0.620 45(62.50) 1.302 0.254
Female 28 18(64.29) 14(50.00)
Age
=60 years 56 40(71.43) 0.688 0.407 35(62.50) 0.645 0.422
<60 years 44 28(63.64) 24(54.55)
Smoking
Yes 44 32(72.73) 0.807 0.369 28(63.64) 0.698 0.403
No 56 36(64.29) 31(55.36)
Tumor size
=5cm 39 31(79.49) 3.877 0.049 28(71.79) 4.327 0.038
<5cm 61 37(60.66) 31(50.82)
Differentiation degree
Poorly differentiated 39 33(84.62) 8.111 0.004 30(76.92) 8.490 0.004
Middle to well differentiated 61 35(57.38) 29(47.54)
TNM stage
Stage [ ~1I 48 26(54.17) 8.118 0.004 21(43.75) 8.874 0.003
Stage II1 52 42(80.77) 38(73.08)
Lymph node metastasis
Yes 55 45(81.82) 10.725 0.001 40(72.73) 9.521 0.002
No 45 23(51.11) 19(42.22)
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