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The Clinical and Pathologic Features according to Expression of Acyl
Protein Thioesterase-1 (APT1) in Stage I Non-small Cell Lung Cancer

Jung Ar Shin, MD.', Chang Ryul Lee, M.D.?, Min Kwang Byun, M.D.', Yoon Soo Chang, MD., Se Kyu
Kim, M,D.!, Joon Chang, MD,', Chul Min Ahn, M.D.", Hyung Jung Kim, M D
Department of Internal Medicine, "Yonsei University College of Medicine, Seoul, “Chuncheon Sacred Heart Hospital, Hallym

University College of Medicine, Chuncheon, Korea

Background: Acyl protein thioesterase-1 (APT1) is a cytosolic protein that may function in the depalmitoylation
of numerous proteins, including the Ras family, However, the clinical role of depalmitoyl thioesterase in human
cancer is not known. We evaluated the APT1 expression in lung cancer tissue and its clinicopathological findings
according APT1 expression pattern,

Methods: APT1 expression was examined by immunohistochemistry in the tumor tissue from 79 patients, who
had undergone curative surgical removal of the primary lesion; all patients had been diagnosed with stage I
non-small cell lung cancer between 1993 and 2004, at Gangnam Severance Hospital, Yonsei University College
of Medicine, Seoul, Korea.

Results: The APT1 expression was seen in 50 out of 79 (63.3%) cases. The positive APT1 expression was signi-
ficantly related with histologic subtype and T stage, but was not influenced by differentiation, The positive APT1
expression was not significantly related to patient age, gender, or smoking history, The median follow-up duration
was 10.0 years; the 5-year survival rate was 71.0%. The positive APT1 expression group showed significantly worse
overall survival and worse disease-free survival without statistical significance.

Conclusion: We conclude that positive APT1 expression in stage I lung cancer after surgery is closely associated
with overall survival, To evaluate APT1 as a prognostic marker in lung cancer, comprehensive studies on advanced
stage cases are needed.
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Table 1, Analysis of the patients with stage 1 NSCLC according to the expression status of APT1

APT-1 expression

Total p-value
Negative Positive
Age, yr* 62.86+8.97 60.44+979 0.278
Gender 0.119
Male 61 25 36
Female 18 4 14
Smoking 0,143
Never-smoker 32 9 23
Ex/Current smoker 47 20 27
(Pack-years)* 4915+22 82 411712478 0.265
Histologic subtypes 0,035T
SCC 39 16 23
Adenocarcinoma 25 10 15
BAC 13 1 12
Large cell carcinoma 2 2 0
Grade of differentiation 0.779
Well 26 9 17
Moderate 24 8 16
Poor 17 6 11
Unclassified 12 6 6
TNM stage 0.002"
TINOMO (IA) 29 5 24
T2NOMO (IB) 50 24 26
Distant metastasis 16 3 13 0.081
Recurrence 23 6 17 0,159
Cancer-related death 19 6 13 0.4083
Mean survival time (95% Cl), mo
Disease-free 133.60 (111,24 ~15595) 12213 (107 45~136.81) 0.226
Overall 153.83 (136.53~171.13) 131.69 (120.32~143.07) 0038"
Total evaluated 79 29 50

NSCLC: non-small cell lung cancer; SCC: squamous cell carcinoma; BAC: bronchioloalveolar carcinoma; TNM: tumor-node-meta-

stasis; Cl: confidence interval,
*Mean=*standard deviation, Tp—value <0.05,
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Figure 1, APT1 expression in lung cancer tissues, An adenocarcinoma has no APT1 expression (A), whereas other has
strong (B; inset, x400), Also squamous cell carcinoma shows no expression (C) vs, strong expression (D; inset, x400),
Most of bronchioloalveolar carcinoma (E) and large cell carcinoma (F) has no APT1 expression (x200) (Immunohisto-
chemistry).
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Figure 2, Survival analysis of stage | lung cancer patients according to APT1 expression, The positive expression of
APT1 do not significantly influence disease-free survival (A) but showed worse overall survival (B) of lung cancer patients,

CI, 120.32~ 143,077l vs. 153.8371€[95% ClI, 136.53
~171.137)€], p=0.038) (Table 1, Figure 2).
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