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[ Abstract] Objective : To investigate the expression level of proteasome activator subunit 1/2(PSME1/2) in endometrial carcinoma and
its effect on the proliferation and invasion of endometrial carcinoma cells. Methods : The expression levels of PSME1/2 and cyclin—
dependent kinase 15(CDK15) were measured in endometrial cell lines and primary cultured cells, and knock—down strains were used
to analyze the correlation between PSME1/2 and CDK15 and the effect of PSME1/2 on tumor proliferation and invasion. The expression
levels of PSME1/2 and CDK15 were compared between endometrial carcinoma tissue and paracancerous tissue, and the influence of
PSME1/2 and CDK15 on the prognosis of patients with endometrial carcinoma was analyzed. Results : Compared with normal human en-
dometrial cell lines, human endometrial adenocarcinoma HEC1B cells and primary cultured cells had high mRNA and protein expres-
sion levels of PMSE1/2 and a reduction in the protein expression of CDK15. Compared with the control group and the double knock—
down group, there was an increase in the protein expression level of CDK15 in the HEC1B line with PSME1/2 knock—down, suggesting
that CDK 15 might be inhibited by PSME1/2. There was a high expression level of PMSE1/2 and a low expression level of CDK15 in en-
dometrial carcinoma. There were no significant differences in age, postoperative diagnosis and typing, degree of tumor differentiation,
and postoperative stage between the high PSME1/2 expression group and the low PSME1/2 expression group (P>0.05). There was no
significant correlation between the expression of PSME1/2 and CDK15 and the poor prognosis of patients with endometrial carcinoma (P
>0.05). Conclusion : PSME1/2 can inhibit the expression of CDK15

and promote the proliferation and invasion of endometrial carcinoma
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cells,and PSME1/2 can also promote endometrial carcinoma.
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BCA 2 & 56 W1 45 43 SR A7 25 11 B2 BBORI 2 11 3k 88 A 0
Fe MR LU U BH 0 S B R AR G, 458 Y e Bl AT AR
R TR R RS 2 SR A 9B L AR (polyvinylidene fluo-
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FEAWEE,PBSTHURE W T . R T ZEF A 500 wL 45
VA, A /N Y5, 30 min, Fr I, PBS W VE T
BT T
14 %itFik

K I SPSS 26.0 HEAT ST 0 #T A5 G IE &S0 A U5 26571

BRI PR AR B + BRifE 22 (x = 5) S 2R, 20 18] FL ek A
SEREAS K5 NG IEAS A0 A0 Y T BORHT A2 % (0 43
PO M, (P, Po) VAN R FARRFIRE 56, 185000 LR A 1 F
B4y e Fn , WA EL R R O K 56 R Fisher K5 0K 56, K5
I8 7K #E =0.05

2 # R

2.1 PSME1/2 £ EC4LRF kix 7% ,CDK1S kL T

Ll A i 20 4045 1E T Je 55 Al SR BRI, AR 4 A i
R R M 53 Lo s R R R IR Rk . K
PSME1 7£ 98 5] EC 35 g ZH 2 rp i 2235 5 85.7%(84/98) ,
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2.4 PSMEL/2 15 CDK15 8 & ik £ EC s 4] ' A 4 X M

A B ECHrAk PSME1/2 . CDK15 Gz Rk i, 70
B R IB A AR K 4H L ST PSMEL/2 .CDK15 #3555 75 N
I I b9 TS S . PSMEL/2 i ik 4 SR E k4 5
5

2R TG 7E X (P>0.05) (£ 1), CDKI5{K1A 1 PSMEL
T IR Y 65.5%(55/84) , 5 PSME2 17 #3541 Y 46.09% (23/
50), 5 PSME1/2 5 2235 411 64.3%(63/91) , fi PSME1/2 #]15
F3k 44.29%(19/43) , $2 7% PSME1 #1 CDK15 (38 35 5 1 AH ¢
PE(F2),

2.5 PSME1/2.CDK15#5 &35 5 EC B R R TUG 69 % &

F# EC B % PSME1/2 #l CDK15 3k 5000 5% A8 B
T i 52 e (CELEE VAT T 0] 0 10 g (i &2k sl IR 5 9 2
T2) , 2K HI Kaplan Meier 77 74 F1 4T 800k AR 56, 45 R & 30
PSME1/2,CDK15 {2355 EC 34 1A K 5 JC A A ¢
P (P>0.05) (K 4),

Lt PSME1/2 155 235 (1 [ & T, CDK15 (1 2 351 B X
HE S TR B95200 , K F Kaplan Meier J7 35 A% BORK FAG:
50, E55 R B PSME2 i #3k 10 5 v, CDK1S LR TR 1) /B
AN R HUE B H B R, H 22 R IEGE T F R L(P>0.05) L TE
PSME1 {533k & PSME1/2 ¥R 2351 2 41, CDK 15 )33k
X FE TS R 24 S T G022 8 L (P>0.05) (E]5) .

%1 ECHHIsh PSME1/2 B R ik B SR RAE— BRI, (P, P, ix £ 55m,%]

PSME1

PSME2

A WEEms)  mEseesn | XM P s mkese) | AR PR
AR () 53(48.5,57.0)  54.5(51.0,60.8) -0.168 0.867 55.38 +8.59 55.20 £ 6.83 0.112 0.911
2R 3(2,5) 3(2,4) -0.290 0.772 2.5(2,4) 3(2,5) -1.299 0.194
RV 2(1,2) 2(1,3) -0.372 0.710 2(1,2) 2(1,3) -0.752 0.452
ENE ] 0.516 1.000 0.387 0.534
Mg 14(100.0) 81(96.4) 46(48.4) 49(51.6)
A YRR 0(0) 3(3.6) 2(66.7) 1(33.3)
VNEV & 3.162 0.206 2431 0.297
st 3(21.4) 14(16.7) 11(22.9) 6(12.0)
har it 4(28.6) 45(53.6) 21(43.8) 28(56.0)
[=pate 7(50.0) 25(29.8) 16(33.3) 16(32.0)
N i ] 5.749 0.124 0.161 0.984
1 8(57.1) 64(76.2) 36(75.0) 36(72.0)
2 3(21.4) 4(4.8) 3(6.3) 4(8.0)
3 3(21.4) 14(16.7) 8(16.7) 9(18.0)
4 0(0.0) 2(2.4) 1(2.1) 1(2.0)
N e ] 1.980 0.372 0.737 0.692
A 11(78.6) 54(64.3) 32(66.7) 33(66.0)
B 1(7.1) 20(23.8) 9(18.8) 12(24.0)
C 2(14.3) 10(11.9) 7(14.6) 5(10.0)
%2 ECY%fiish PSME1/2 5 CDK15RAHIBEMESHT (n,%)
. CDK15 %k
PMEL/2 2 PIEn=08) 205 (n63) Fr— XA P
PSME1 0.363 0.547
[SESSE 84 55(87.3) 29(82.9)
ik 14 8(12.7) 6(17.1)
PSME2 14.867 <0.001
(SRS 50 23(36.5) 27(77.1)
ik 48 40(63.5) 8(22.9)
PSME1/2 12.001 <0.001
¥Rk 43 19(30.2) 24(68.6)
oAl 55 44(69.8) 11(31.4)
PSME] &2 0.168 0.698
Rk 91 59(93.7) 32(91.4)
HAh 7 4(6.3) 3(8.6)
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