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[ Abstract ] Background and objective Rb is an important tumor suppressor gene that regulates cell cycle progres-
sion. Rb dysfunction can lead to over proliferation of cells and lead to the occurrence of tumor. Loss or reduced Rb expression
as well as over phosphorylation of Rb are important mechanisms of Rb dysfunction. The mutated epidermal growth factor
receptor (EGFR) gene is an important driver gene in lung adenocarcinoma, and plays an important role in the development of
lung cancer. The purpose of this study was to investigate the status of Rb in lung adenocarcinoma patients with EGFR muta-
tions and define the clinicopathologic features. Methods 23 cases pulmonary adenocarcinoma patients with EGFR mutations
were collected. The status of Rb and pRb-780, pRb-795 were determined byimmunohistochemistry. Results Loss or reduced
Rb expression were detected in 16 of 23 samples (69.6%). pRb-780 and pRb-795 over-expressed were identified in 17 (73.9%)
and 16 (69.6%) of 23 samples respectively. All the 23 patients had showed loss/reduced Rb expression or over-expressed Rb
phosphorylation. Further analysis showed that over expression of pRb-780 and pRb-795 occurred more frequently in advanced
patients. Conclusion Aberrant expressionof Rb is frequently occurred in lung adenocarcinoma patients with EGFR mutations
and may be an important pathogenesis in patients with lung adenocarcinoma.
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Fig 1 Representative Rb (A, B), pRb-780 (C, D), pRb-795 (E, F) immunostaining results. Reduced expression of Rb in adenocarcinoma cells were
detected (B) compared to adjacent lung tissue cells (A). pRb-780 and pRb-795 were overexpressed in adenocarcinoma (D, F) compared to adjacent

lung tissue cells (C, E).
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Tab 1 Patient demographics

Category Patients
Age, median (range) 62 (26-71)

<62 11 (47.8%)

=62 12 (52.2%)
Gender

Male 14 (60.8%)

Female 9 (39.1%)
Smoker

Yes 11 (47.8%)

No 12 (52.2%)
Clinical stage

I/l 10 (43.5%)

/v 13 (56.5%)
Tumor location

Left 9 (39.1%)

Right 13 (56.5%)

Both 1(4.4%)
EGFR mutations

19 11 (47.8%)

21 9 (39.1%)

20 2 (8.7%)

Other 1 (4.4%)

EGFR: epidermal growth factor receptor.
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Tab 2 The expression of Rb and p-Rb in 23 lung cancer patients by immunohistochemical staining and their clinical characteristics

Rb pRb-780 pRb-795
Factor Reduced Non- Non- Over- p Non- Over-
ecuce reduced overexpressed  expressed overexpressed expressed
23 100% 16 7 6 17 7 16
n=
’ (69.6%)  (30.4%) (26.1%) (73.9%) (30.4%) (69.6%)
Age 0.752 0.408 0.221
<62 11 (47.8%) 8 2 9
=62 12 (52.2%) 8 4 4 5 7
Gender 0.809 0.190 0.242
Male 14 (60.8%) 10 4 5 1
Female 9 (39.1%) 6 1 4 5
Smoking history 0.221 0.901 0.752
Yes 11 (47.8%) 9 2 3 8 8
No 12 (52.2%) 7 5 3 9 4 8
Clinical stage 0.340 0.022* 0.074
17 10 (43.5%) 8 2 5 5 5 5
/v 13 (56.5%) 8 5 1 12 2 n
Tumor location 0.448 0.752 0.789
Left 9 (39.1%) 5 4 7 6
Right 13 (56.5%) 10 9 9
Both 1 (4.4%) 1 0 1 1
EGFR mutations 0.811 0.613 0.122
19 11 (47.8%) 8 3 9 2
21 9(39.1%) 6 3 7 4
20 2(8.7%) 1 1 1 1 0
W PRI WRAESE L m R R B S AN Rl EGFR
RARNE FAHRF PR W R F 2R
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