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[ Abstract] Objective: To investigate the expression of proteasome 26S subunit ATPase 2 ( PSMC2) in non-small cell

lung cancer (NSCLC) patients and its relationship with prognosis. Methods: Immunohistochemistry was used to detect the

expression and location of PSMC2 in tumor and adjacent

[KFHEE] 2020-04-15 [fEEBHI] 2020-09-03 tissues from 58 NSCLC patients assigned to the PSMC2-
[E€WB] " LW R#TREB GRS AE SIERAIHT  positive group and the PSMC2-negative group. Clinicopatho-
ﬁléjjziﬁﬁ:f@ﬁ'f‘ﬁ“%%:16CR2013A) logical features of patients in two groups were compared. Sur-
[BiRMEE] “#5,E-mail:dryangyil2312@ 163. com vival of the 58 patients were followed up by telephone, the Ka-
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plan-Meier was used to compare the survival in two groups. Logistic regression was used to analyze the relationship between
PSMC2 expression and clinicopathological parameters. Cox regression was used to perform univariate and multivariate analy-
ses of the relationship between clinicopathological parameters and survival of the patients. Results: The higher the smoking
index was, the higher the PSMC2-positive patients/PSMC2-negative patients ratio was. There were significant differences in
maximum tumor diameter and tumor differentiation degree between PSMC2-positive patients and PSMC2-negative patients ( P
<0.05). Kaplan-Meier survival analysis revealed that the overall survival of PSMC2-negative patients was better than that of
PSMC2-positive patients (56 months vs 48 months, P =0.004) ; and the progression-free survival of PSMC2-negative pa-
tients was also better than that of PSMC2-positive patients (48 months vs 45 months, P =0.043). Logistic regression analy-
sis showed that PSMC2 expression was correlated to tumor differentiation ( OR: 3. 511, 95% CI. 1. 498 —8.227, P =
0.004). Univariate analysis showed that high PSMC2 expression ( HR: 2.95, 95% CI. 1. 335 —-6.525, P =0.007) and
tumor differentiation ( HR: 2.045, 95% CI. 1.210 —3.461, P =0.008) were poor prognostic factors; multivariate analysis
showed that the positive expression of PSMC2 could be used as an independent prognostic factor to predict the poor outcome
of NSCLC (HR: 3.165, 95% CI. 1.439 -6.961, P =0.034). Conclusion; PSMC2 is differently expressed in patients
with NSCLC. The positive expression of PSMC2 in NSCLC patients is related to the malignant degree of NSCLC. Univariate
and multivariate analyses show that the positive expression of PSMC2 is related to the poor prognosis of NSCLC patients.
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Variable N(%) PSMC2-negative(N) PSMC2-positive( N) XZ P
Gender 0.716 0.391
Male 39 (67.24) 20 19
Female 19 (32.76) 12 7
Age (year) 0.002 0.969
<60 18 (31.03) 10 8
=60 40 (68.97) 22 18
Smoking index 6.729 0.035
No 31 (53.45) 22 9
<400 7 (12.07) 3 4
=400 20 (34.48) 7 13
Lobe 4.271 0.371
Right upper lobe 17 (29.31) 8 9

(Table 1 continues on next page)
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( Continued from previous page)

Variable N(%) PSMC2-negative(N) PSMC2-positive( N) XZ P
Right middle lobe 6 (10.34) 3 3
Right lower lobe 6 (10.34) 4 2
Left upper lobe 22 (37.94) 15 7
Left lower lobe 7 (12.07) 2 5

Location 0.377 0.539
Peripheral 36 (62.07) 21 15
Central 22 (37.93) 11 11

Maximum diametor of tumor (cm) 8.258 0.041
<3 33 (56.90) 2 1
>3, but<5 15 (25.86) 5 10
>5, bu<7 5 (8.62) 1 4
>7 5(8.62) 4 1

Pleural invasion <0.001 0.985
No 20 (34.48) 11 9
Yes 38 (65.52) 21 17

Degree of differentiation 12.074 0.002
High 32 (55.17) 23 9
Moderate 10 (17.24) 6 4
Low 16 (27.59) 3 13

Pathological type 0.074 0.964
Adenocarcinoma 32 (55.17) 18 14
Squamous cell carcinoma 19 (32.76) 10 9
Others 7 (12.07) 4 3

pN 2.020 0.364
NO 32 (55.17) 19 13
NI 9 (15.52) 6 3
N2 17 (29.31) 7 10

Pathological stage 1.434 0.697
I 21 (36.21) 13 8
I 13 (22.41) 8 5
111 22 (37.93) 10 12
1A% 2 (3.45) 1 1

PSMC2 : Proteasome 26S subunit ATPase 2.
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Table 2. Relationship between PSMC2 Expression and Clinicopathological Characteristics by Logistic Regression

Variable N PSMC2-negative (n) PSMC2-positive (n) OR (95% CI) P
Lobe 0.946 (0.642 -1.432) 0.792
Right upper lobe 17 8 9
Right middle lobe 6 3 3
Right lower lobe 6 4 2
Left upper lobe 22 15 7
Left lower lobe 7 2 5
Location 1.076 (0.229 -5.054) 0.926
Peripheral 36 21 15
Central 22 11 11
Maximum diameter of tumor( cm) 1.046 (0.500 -2.191) 0.905
<3 33 22 11
>3, but<5 15 5 10
>5, but<7 5 1 4
>7 5 4 1
Pleural invasion 1.046 (0.205 -5.341) 0.957
No 20 11 9
Yes 38 21 17
Degree of differentiation 3.511 (1.498 -8.227) 0.004
High 32 23 9
Moderate 10 6 4
Low 16 3 13
Pathological type 0.727 (0.274 -1.929) 0.522
Adenocarcinoma 32 18 14
Squamous cell carcinoma 19 10 9
Others 7 4 3
pN 1.176 (0.387 -3.567) 0.775
NO 32 19 13
N1 9 6 3
N2 17 7 10
Pathological stage 0.745(0.205 -2.703) 0.654
I 21 13 8
11 13 8 5
1 22 10 12
v 2 1 1

Abbreviations as indicated in Table 1.

BHR PR W PSMC2 [HERIA S OS Mk 3.461;,P=0.008) , 3K 3, f— L ZHR M K&
(HR:2.952,C1:1.335 ~6.525;P =0.007) , 754l B, PSMC2 5 OS MI5C, sl nl {5 i a7 i B A
T IMEFRE S OS HIJE(HR:2.046,C1:1.210 ~  (HR:3.165,CI:1.439 ~6.961;P =0.004) ,
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Figure 2. Progression-Free Survival in the PSMC2-Nega-
tive Group and the PSMC2-Positive Group

Table 3. Univariate Analysis of the Correlation between PSMC2 Expression and Overall Survival of Non-small Cell Lung

Cancer Patients

Variable HR 95% CI P

Gender 0.952 0.469 -1.934 0.891
Age 1.680 0.775 -3.642 0.189
Smoking index 1.371 0.888 —2.117 0.154
Lobe 1.001 0.784 —1.280 0.991
Location 0.852 0.380 -1.911 0.697
Maximum diameter of tumor 0.975 0.631 -1.508 0.911
Pleural invasion 1.079 0.527 -2.207 0.836
Degree of differentiation 2.046 1.210 -3.461 0.008
Pathological type 1.195 0.600 —2.383 0.612
pN 1.116 0.695-1.791 0.650
Pathological stage 0.916 0.599 -1.402 0.687
PSMC2 Expression 2.952 1.335-6.525 0.007

Abbreviations as indicated in Table 1.
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