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Abstract Objective: This paper aimed to determine the characteristics of epithelial-mesenchymal transition, cell proliferation,
and cell apoptosis in pulmonary adenocarcinoma with a micropapillary pattern (MPPAC). Methods: Based on the new diagnostic crite-
ria for lung adenocarcinoma classification (published in 2011), 120 cases of lung adenocarcinoma were divided into micropapillary pat-
tern (MPP)-positive (n=64) and MPP-negative (n=54) groups. The expression of vimentin, E-cadherin, caspase-3, and pEGFR in pul-
monary adenocarcinoma tissue specimens was determined by immunohistochemical assay. Results: pEGFR expression in 120 cases of
lung adenocarcinoma was higher in female (P=0.035) and nonsmoking (P=0.017) patients. Vimentin expression was higher in the
MPP-positive (28.1%) than MPP-negative (16.1%) groups, and mostly located in scattered cells in the MPP cavity. Caspase-3 expres-
sion was significantly higher in the MPP-positive group (P=0.001). Conclusion: Scattered cells in the MPP cavity have a mesenchymal
phenotype, which may favor invasion and metastasis, indicating a unique characteristic of MPPAC.
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Table 1 Relationship of Vimentin, E-cadherin, Caspase—3, and pEGFR expression with clinicopathological parameters in 120 cases of lung adenocarcinoma

i H Pk Vimentin P E-cadherin P Caspase—3 P p-EGFR P

KRRERITEA 27 77 84 41

P51
5 57 9 0.094 38 0.587 2 0.402 14 0.035
& 63 18 39 42 27

FI (%)
<60 65 16 0.546 41 0.787 46 0.842 27 0.064
=60 55 11 36 38 14

W AR
% 62 12 0.394 44 0.108 44 0.811 15 0.017
w 58 15 33 40 26

el
el 66 18 0.166 38 0.096 49 0.262 23 0.862
J 54 9 39 35 18

JifEF RN (em)
<3 44 9 0.683 28 0.927 33 0.363 16 0.699
=3 76 18 49 51 25

It R34
I 57 10 0.314 42 0.087 39 0.753 17 0.579
I 14 5 9 9 6
I 49 12 26 36 18
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Figure 1~ Vimentin expressed in MPPAC (S-Px200)
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