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PRKARI a expression in non-small cell lung cancer and
its clinicopathologic significance
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ABSTRACT Objective: To evaluate the expression of cAMP-dependent protein kinase type I-alpha
regulatory subunit (PRKAR1a) in non-small cell lung cancer (NSCLC) and its correlation with
clinicopathological features.

Methods: PRKARI1a expressions in 79 NSCLC patients and matched adjacent non-carcinoma
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tissues were analyzed by using QqRT-PCR and immunohistochemistry.

Results: The negative rates of PRKAR1a protein in NSCLC, lung squamous cell carcinoma
(SCL) and lung adenocarcinoma (ACL) were 58.2%, 77.8%, 32.4%, respectively. Compared to the
matched adjacent non-carcinoma tissues, there were significant differences in levels of PRKAR1a
mRNA and protein in ACL (P<0.05), but not in SCL and overall NSCLC (P>0.05). The
expression of PRKAR1a protein was positively correlated with histological type, TNM stage, and
lymph node metastasis (P<0.05). Tumor size and histogenesis differentiation were not related to
the decreased PRKAR1a (P>0.05).

Conclusion: Low expression of PRKAR1a in ACL might be involved in the pathogenesis, which

might serve as a novel diagnostic candidate.

PRKARI1a; NSCLC; lung squamous cell carcinoma; lung adenocarcinoma
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Figure 1 PRKARla mRNA expression in 79 human NSCLC
A: Scatter plot; B: Histogram
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& 2 PRKARI1a mRNA 781 5 fi BR 1B A k%
Figure 2 PRKARla mRNA expression in 34 squamous lung

carcinoma and 45 lung adenocarcinoma in a histogram

2.2 PRKAR1a EHTE NSCLC HIE R FKiX
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SRR I, I R PRKAR LalBH PEFe 4 R B i
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Table 2 Comparison of PRKARI1a protein expression in
NSCLC, squamous lung carcinoma, and lung adenocarcinoma
and paired normal lung tissues
205 + - P
NSCLC
N 33 46 0.264
i 40 49
it g
e 23 11 0.086
FaFHR 16 18
i
FRL 10 35
U 24 21

<0.001

Table 3 Relation between PRKAR1a expression and clinicopathological variables in 79 cases of NSCLC

I R4 AT n + _ P

Al
<60 41 15 26 0.332
=60 38 18 20

P53
% 49 19 30 0.490
5’8 30 14 16

2 4
P 47 23 24 0.118
i 32 10 22

P AI2E AR
P 45 9 36 <0.001
e 34 24 10

AR
=L b e 52 20 32 0.408
k. Kok 27 13 14

TNMS]
I-1I 51 26 25 0.025
I~V 28 7 21

JHh9Ed KN/ em
<3 37 18 19 0.245
=3 42 15 27

W EEERS
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3 PRKARla EAEIEEMALR (A, D), 1HIRE (B, E), [HSE (C, F), M HARBHMRELERES (6, H), 11 HS
EEREEER (1, J) PR (ABC #5%; A,B,C,G,I: x100, D,E,F H,J: x 400)

Figure 3 Immunohistochemical staining showing PRKAR1a expression in normal lung tissue (A, D), lung adenocarcinoma with
TNM stage I and lymph node-negative (B, E), lung squamous cell carcinoma with TNM stage I and lymph node-negative (C, F), lung
adenocarcinoma with TNM stage III and lymph node-positive (G, H), lung squamous cell carcinoma with TNM stage III and lymph
node-positive (I, J) (ABC staining; A, B, C,G,I: x 100, D,E,F, H,J: x 400)
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IREN . BT cAMP-PRA(F 53 I vl 41 i 20 it 3 7
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L, HSEH O SEUEAE . BRI Mot T R PRS- B A5 Y PRASE f R I 3 (RIa,
c AMP 3= B 151 10 TE c AMPAR IS 119 45 P i PRA, B RIB, RlIla, RIIB)FMELIFIE(Ca, CB, Cy, Cx)HY
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