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H%& Cox @A ##Hm NSCLC B A AMEHHE, R NSCLC 4 &% PTBP1,CDCP1 A+ 2 & T
RoME kIR A AT IR, £ F ¥ %4t 5 &L (P<0.05), NSCLC 4% # 7% PTBP1 5 CDCP1 & -F 2 E48 %
(r=0.721,P<<0.001), RRE I & 54 LM E L 0FA PTBPLI.CDCPL K-F 2 F A Lit 5 & X (P
0.05), PTBP1 & & X AAnfk & ik 28 NSCLC & & 69 -F 3% A& A oF i8] 9 ) A (27.59+3.32) A A (31, 47£3.68)
A ,Kaplan-Meier £ A Z > 4R E*,PTBP1 A X A2 X ERAEHFEKT PTBP1 A LA 4 & F
(X*=5.910,P=0.015), CDCP1 % & i 20 fof&k R ik 20 F 3 & A B 18 2 A A (27. 34 +3. 200 A A L (32, 27+
3.5/ AL,CDCP1 &A% FZARAE A FIT CDCP1 k& X4 8% (X =7.544,P=0.006), M5 4
M~N#. . A#me i PTBP1 & 2% .CDCP1 3 2 & 2% NSCLC B XA ARG ML AR Bl £,
it NSCLC & # f % PTBP1.CDCP1 K-FI 3, = 5@ oA ke E#EBH X, 2% w NSCLC &% 4
BB IRE eB &, = LA 6 NSCLC M Eir &4,
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Expression and clinical prognostic significance of PTBP1 and CDCP1 in serum of NSCLC patients”
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2. Frist Department of Respiration A [ filiated Hospital of Zunyi Medical University ,
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Abstract:Objective To investigate the expression and prognostic significance of polypyrimidine bundle
binding protein 1 (PTBP1) and CUB domain-containing protein 1 (CDCP1) in serum of non-small cell lung
cancer (NSCLC) patients. Methods Totally 90 patients with NSCLC in Guizhou Aerospace Hospital were se-
lected as the NSCLC group, 40 patients with benign pulmonary disease were selected as the benign disease
group,and 40 healthy people were selected as the control group. The levels of serum PTBP1 and CDCP1 in
each group were detected by enzyme-linked immunosorbent assay, and the differences of serum PTBP1 and
CDCP1 levels in each group were compared,and the differences of serum PTBP1 and CDCP1 levels in patients
with different clinicopathological characteristics were compared. Pearson correlation analysis was used to ana-
lyze the correlation between serum PTBP1 and CDCP1 levels in NSCLC patients. Kaplan-Meier survival curve
was used to analyze the effect of serum PTBP1 and CDCP1 levels on the survival and prognosis of NSCLC pa-
tients. Univariate and multivariate Cox regression analysis were used to analyze the factors affecting the sur-
vival and prognosis of NSCLC patients. Results The levels of serum PTBP1 and CDCP1 in NSCLC group
were significantly higher than those in benign disease group and control group,and the differences were statis-
tically significant (P <C0. 05). There was a positive correlation between serum PTBP1 and CDCP1 levels in
NSCLC patients (r=0.721,P<C0.001). There were significant differences in serum PTBP1 and CDCP1 levels
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among patients with different tumor stages and lymph node metastasis (P <C0. 05). The mean survival times
of NSCLC patients with high and low PTBP1 expression group were (27. 594 3. 32) months and (31. 47+
3. 68) months,respectively. Kaplan-Meier survival curve analysis showed that the cumulative survival rate of
PTBP1 high expression group was lower than that of PTBP1 low expression group (X*=5.910,P =0.015).
The mean survival times of CDCP1 high expression group and low expression group were (27.34%43.29)
months and (32. 2743, 54) months,respectively. The cumulative survival rate of NSCLC patients in CDCP1
high expression group was lower than that in CDCP1 low expression group (X*=7, 544, P =0, 006). Tumor
stage [l — IV ,lymph node metastasis,high expression of PTBP1 and CDCP1 were independent risk factors af-
fecting the survival and prognosis of NSCLC patients. Conclusion The levels of serum PTBP1 and CDCP1 are
increased in NSCLC patients,and they are related to tumor stage and lymph node metastasis, which are inde-

pendent factors affecting the poor survival and prognosis of NSCLC patients, and they are potential tumor

markers of NSCLC.
Key words:non-small cell lung cancer;

ning protein 1; prognosis
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1 AR5 HZ®
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A, A B (1) 2540 21 9% P22 1 A W) iR R
NSCLC; () HIKIZ i (3) — M F AR B4, R R Ih
AR IESF =90 435 (4) B3 B 5@ X A 53 11 1% [
BIEAE T HEBR bR (1) BEAE A B ey ER 1A
75 5 (2) B I A R A A PR 5 (3) 4 IR L R L) &
Pk 5 (O I RBE DT %R A 52 8% . NSCLC 458 62 fi]., 28
) s 4R 98 34~78 % 1 (62. 5416, 98) % 5 A W HH
30 il 5 il Ji 38 59 i, Wil 31 4 MR o . 1~ 11
957 B, I~ IV 33 4] 5 g o0 AL R 5 . b 5 404k 53
Bl AR AL 37 1] 5 B o B K42 . <5 cm 58 i, >5 cm
32 0] s & Ik R AE A% 29 ), BEBURI LA 1Y 40 B
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il 55 B PR R O R AL, b B 26 fAi], £ 14
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1.2.1 Ky B NSCLC ¥ ARG 2 K
AR KPP e 2 R R A v R A5 M ik O 5 mL.
3 000 r/min &L 10 min, BN 10 cm, 08 L
JZ I o >R T G Ho % W B 36 CELTSA) A I 4% 240
Iy PTBPL,CDCP1 K ¥, A PTBP1 ELISA i 7
& A LR AEYR AR A . A CDCPL
ELISA il & A iR HE &G AR A A, L5
A BR AR 0 A A UL Bl B R AT . ARSI VS PTBPL,
CDCP1 K F¥{E ¥ NSCLC 4H #3420 PTBPI & %
IR FUE 54, CDCP1 = FKik A AL KA,
1.2.2 BV E A NSCLC A B#E Az ZH
TG U2 B A i 3G KTk . KRG 1
SENEE 3N 1R ARG 2 F RS RAER VT 1
WLBEVI IR B IE] 2022 4FE 2 A 1 H, BEDT N A
B EAARE MM E REBIE . BEUT A R b
Vg Rk B AET

1.3 SGiit2phbs SR SPSS24. 0 84 HE 47 8048 4y
Brabs, fFaEAN R 255t & 5B L« +£5
TR AR ¢ 5, Z4 IWECR BN R T
AT L) LR SNK-g #6560 5 1185098 k) LU
BIECF B oy R RN, A AR X K8 R
Pearson #H 3% 43 #F £ #8 #r B9 #H & 5 2R H Kaplan-
Meier 4= 77 il & (Log-Rank # 56) 43 #r It 1§ PTBP1.
CDCP1 K% NSCLC H & A= 77 Wi 5 1 52 0 5 21 F 5
HZE K ZHE Cox 144 Hr 5% M NSCLC &£ # 4 17
WG N ZE, DL P<<0.05 H2ERAHSH¥E X,
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2.1 417 PTBP1.CDCP1 K H# NSCLC
1% PTBP1,CDCP1 7K~ B & &5 T KM < 0 41 A
YR , 2R GIHEE X (P<<0.05); RIEFERH

i PTBP1.CDCP1 K h#, 2R A5 IT¥E X
(P <C0. 05) s AN [R]AF % L 1 591 L W AR sl o B2 AR o B
AR BE R e K AR B I YE PTBP1.CDCP1 /K-
b, 2R EFEIT#E X (P=>0.05), W& 2,

Xt B4 1ML 7% PTBP1,CDCP1 /K 2 53 48 i 2 %£1  &4@EAME PTBP1,.CDCP1 Kk F L (z+s,pg/L)
Y (P>0.05), WFE1. 2451 n PTBP1 CDCP1
2.2 NSCLC éﬂlﬂl?% PTBP1 Lﬁ‘ CDCP1 7J(qZE/‘J *Ha\é NSCLC 41 90 212.34+32.89 18.25+2.57
P Pearson A3E4MHT 45 5 R , NSCLC 41 1L 3% PT- EEZWE ; - lzf’ . Ny ;:iz )
BP1 5 CDCP1 KF 2 EMRK (r=0.721, P < 904. 521 L 556, 460
0.001), P <<0. 001 <0. 001
2.3 I PTBP1.CDCP1 /K35 NSCLC H # I IR ¥ 5 NSCLC 41 H# . P<00. 05,
WILRRERY G R AR 43 300 L ik L 45 56 A% 18 3
®2 & PTBP1.CDCP1 /K E 5 NSCLC 2H I KFEBIBMAMXER (x+5,pg/L)
PTBP1 CDCP1
28 n
K t P 7K t P
R () 1.595 0.114 1.586 0.116
34~<260 40 206.27433. 15 17.7842.62
60~78 50 217.20431.63 18.63+2.45
P 1.245 0.217 1. 440 0.153
% 62 215. 09430, 23 18.5042. 33
s 28 206. 25433, 46 17.7042. 67
W i sl 1. 494 0.139 1.013 0.314
H 30 219. 3634, 65 18.644£2.79
¥ 60 208. 83+29. 87 18. 0642, 44
i LS Y 0. 608 0. 545 0.797 0.427
it i des 59 210. 85+31. 35 18.10+2. 41
it 5% 9 31 215, 18+33. 47 18.54+2.63
9 B AL AR 1.857 0.067 1.795 0.076
s sk 53 207.93+30. 25 17.854-2. 26
K431k 37 218. 66434, 37 18.82+2. 86
i 988 5 R A% (em) 1. 861 0.066 1.569 0.120
<5 58 208. 42431, 45 17.9542.17
>5 32 219. 45434, 80 18.7942.85
WL 4.515  <<0.001 4.009  <<0.001
H 29 234. 20434, 66 19.78+2. 88
J 61 201.95+30. 17 17.5242.30
Ji 9z 53 41 6.832  <C0.001 5.443  <C0.001
I~1 57 194. 88+29. 92 17.12+2. 41
I~ IV 33 242.50+35. 01 20.20+2. 87
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H:AB 4 R CDCPL.PTBP1 /K5 NSCLC B A7 TUR A F L,
1 Mm% PTBP1.CDCP1 /kF5 NSCLC BE4EEFRFHER
%3 #M NSCLC BELEFEMEMNEEE Cox BEASH
S 8 SE Wald X* P HR 95%CI
AR 0.142 0.113 1.579 0. 242 1.523 0.924~1.738
) 0.190 0.172 1.220 0.538 1.209 0.863~1. 694
W i sl 0.158 0.130 2.353 0.246 1.171 0.957~1.433
Jif g e KA 0. 260 0.184 1.997 0.291 1.297 0.904~1. 860
9 B2 A 0. 245 0.207 1. 441 0. 348 1.278 0.852~1.917
9 B AL AR 0.379 0. 160 3. 401 0. 061 1.322 0.966~1.809
WREZE R 0. 470 0.161 8.522 <<0. 001 1. 600 1.167~2.194
Jifrge 43 391 0.570 0.187 9.291 <0. 001 1.768 1.226~2.551
PTBP1 0. 624 0.175 12.714 <<0. 001 1. 866 1.324~2.630
CDCP1 0.274 0. 068 16. 236 <<0. 001 1.315 1.151~1.503
F 4 #0 NSCLC 2EEFHMEMSEER Cox BIFS#H
W= B SE Wald X* P HR 95%CI
W S5 0.651 0.193 11.377 <<0. 001 1.917 1.314~2.799
g o310 0.478 0. 141 11.493 <<0. 001 1.613 1.223~2.126
PTBP1 0. 608 0. 205 8. 796 <<0. 001 1.837 1.229~2.745
CDCP1 0.553 0.170 10. 581 <0.001 1.738 1.246~2. 426
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JEH hsa_circ_0005358 1E b — Fi i g BB 7, 38 4
215-224 J¥ 55 PTBP1 A1 B AE A, FH 1k PTBP1 fa &
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