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WHE . Bl WP EFOBARBBRESIKS (PTPRS ) AREIBAE FHEERGRENL, FE &
LR R FH AR e IR B F AN 71 B R EIRE & H R AR . BFAREREEF BB T PTPRS
FOMEEME I, 2 PTPRS FA SR EFMRAELEF G RBEFERTAEH X Z, R PTPRSEOEL
EIRIRAE T AR BT RS EFRAEAR (P<005), REGRSM., ZHEE. hELEHBRE, &
AL . AN %GR B RE T A0 R IR B4 69 PTPRS & @ AR KB Ibdk, 2FA%iH3ESL (P <0.05),
Kaplan—Meier £ A4 #7 27, PTPRSIKA X EH A A FIKTHALEH (P <0.05); $ B E Cox B2 5 1
27, PTPRS AR M % 4 76 F &9 AR M % [HR=2265, (95% CI : 1.050, 4.887), P =0.037].
45 PTPRS & @k Ak 5 2% ME & H 0 LA TG Bk, PTPRS THOTHEGITELR, ERE R
HE A RREPERETRWIREAER,
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Expression levels and clinical implications of PTPRS
in esophageal adenocarcinoma*

Guo-liang Zhang, Qi-kun Zhu, Hui Zeng, Tao Wang, Feng Gao, Rui Wang
(Department of Thoracic Surgery, the Fourth Hospital of Hebei Medical University,
Shijiazhuang, Hebei 050011, China)

Abstract: Objective To study the clinical significance and expression level of protein tyrosine phosphatase
receptor S (PTPRS) in human esophageal adenocarcinoma tissues. Methods Clinicopathological and prognostic
roles of PTPRS in 71 cases of esophageal adenocarcinoma were investigated. Paraffin embedded tissue with
immunohistochemistry methods and tissue microarrays (TMAs) were adopted to exam PTPRS expression in
esophageal adenocarcinoma, paired normal esophageal mucosa and adjacent tissues. Results PTPRS was
significantly down-regulated in esophageal adenocarcinoma compared to normal tissues (P < 0.05). Statistical
analysis revealed that PTPRS expression was significantly associated with TNM stage, invasion depth, local
lymph node metastasis, tumor differentiation, nerves invaded and vascular invasion (P < 0.05). Furthermore,
Kaplan-Meier survival analysis revealed that low expression of PTPRS significantly was correlated with shorter
overall survival of esophageal adenocarcinoma patients (P < 0.05). Cox regression analysis confirmed PTPRS
expression as an independent predictor of the overall survival of ESCC patients [HAR=2.265, (95% CI: 1.050, 4.887),
P =0.037]. Conclusions PTPRS may be a new potential tumor suppressor gene, plays an important role in tumor
development and may serve as a reliable indicator for prognostic prediction in esophageal adenocarcinoma patients.
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R, R78. BIEEN. Ht, REEmREE.
AR, e AR EIR TR KIS . PTPRS &
PORIEN, S . I 0BG A OE =Y, He T
PTPRS fE B M5, EPNIMECHGER D>, A
WF9E R U ZH SO0 B RS e 41 2k 24kt 71 e % 1
BEFMAL . A2 Ko 5 4 400 PTPRS AW
FERAOF AT, P A A R 5 I P L
FHIEFITIS R o

1 AREFE

— g Bt

TEHL 2010 4F 2 H—2016 4F 5 AL ERL RS
DU P BT AR VA TE DI BRAG 71 91 £ 45 B FR A A s 4 4T
FBCXT AL . S IE R R AL, Hh, o
LU A 250 1 TR B A AR B TR o 5 e
JEWILE 2 em ACAHEY, L EE R SUR H IR B
WA= 5 em HEL, PABE N EXZIT HARRIICHK
7 sl A T AR . b, B3 51 ), <otk 20 41
EWA 34 ~ 71 % T4 59.6 %, HASERIEIGORE,
JE 434 . TNM 43 42 B [ B o Jia e B 2009 458 &
R R o bR E Y RIGBEDIIR 3 AN H, BV
ZOENAET . RUTSAEAF R OE B, BEDTE L
K2017 41 H 1 H, FHREEDIE 29.5 4 H o A0
UM RSP S, B R ETEH
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1.1

AL EH&

B 20, o5 8 S B4 16 W BE A 4L DA
10% SR, HRUNAIR S, A IR
K - eyt YR, RIS, ARic s R g
EH RS, e IS0  TH 1 42U Fr i B
GIHES Jr 2R 225/, Y 10 mm 41 2058 57 4
MARA IR IC SR 5 SR 58 HAR R HES T A
TRk A, AR LU B, R RS EER S
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1.3 GREHLWKZE SP &

K FH G 9% A1 24k 24 SP A5 I PTPRS 28 1119 3=
ik, BAPIRIT « A4US & T 60 °CHE4H it ks
30 min J5, 2 HIORMBLES K 2Bk Ak, BT 3% i
AALE B0, Ml N IR VE S, TR %%

M (pH6.0) s RGBS 3 min, FITHE
IR EA 30 min, N PTPRS —47T ( 3E[H Sigma /A H],
FBERE 1+ 100), 37°CIRAAMFE 1 h, I _HiREhrHt
AN 1gG RAEY (I HBHEABRAF ), 37°C
IRFEMEE 30 min, 3- “&IEPORIE R 3 min, /K
Ve, ARG, WK, EHL PHEERRE A, BT
P
14 ZRAE
VIR H 2 07 W% BR F SR % BT A U0
HEATPEAL . PTPRS 2 EERAFEANAAR, AR4E40i
PG s BEVE PP IR . A B BEALEIR 5 A
[T, U A Pt G 6258 B KR BH P20 B A o5
S E . YRR, DY @R
TR 05 IREEHN 155 FRE AN 255 15
@k 3 55, QA E 4> T4 - IR 0 4 5
FH M 40 M5k < 10% K 143 5 11% ~ 50% N 2 4% 5
51% ~ 75% 7 3 55 5 >75% N 4 5 ot 2 Wity
ZERAETE . B < 4 4 WIRERIR 5 >4 s hE Rk,
15 SHit=zraiE

BT R SPSS 21.0 Geit 4. RO
(%) £, WEA x* K5 ; R A Kaplan-Meier
AN g, L Log—rank x* K
55, SR Cox [0 A A5 Y YAk 45 A5 & 5 il J5 1) 52 1),
P <0.05 NZEFAGIE L

&R

21 RERE. BEELARRELEEHMEALH
PTPRS ZEHRIEXRLE

PTPRS £ 76 £ 48 1EH FE R 20 UM 248 i 21
AU A UL 1), PTPRS & 178 1E# B B H 41 |
FEor A SR B RIX 5N 60.56% . 52.11%
1 36.62%, % x* Kile, 225 A G FE L( x '=8.376,
P =0.015) ; PTPRS & FI 76 245 M A1 2L Rk i L
TIEHEEEMHL (P <0.05) ; #5540 41% PTPRS
EHARIKESEEEERRILER, 2555
X (P>0.05).,

2

2.2 PTPRS RiAKF 5 R E BRI I K % 22 FFE
FHESE

ARG R, B, RS BIRE.
AT, WA 2R MK E RN EEIRERE
B PTPRS E H B R AR ILE, 2R A%ITHFEX
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A BEEFFHBEDHLERE; B AEREASPPERE; ¢ EEREASTSHERE: D SEREASPELERX

(SP x 200)

1 AEEEFEAARAEREHALAT PTPRS EANRIE

(P <0.05), MHAIGARIEE AL, 2R T50
B (P>005). PTPRS R FITEIGR I NI, VY]
4 B A R 2H 2R (IR R TR R [76.92%(30/39)] i T
I, 11191 [46.88%(15/32)] (P <0.05) ; i 3 Ab £ 48
i L 19 PTPRS Rk &0 Top L (R i
# (P <0.05); HikEEEH:FS ¥ PTPRS B k(%
TFIIULILERERS (P <0.05) 5 B LT RE 8 AL

21 PTPRS 2R AR 235 % [75.56%(34/45)] = T 1=
TNUZLL R B [42.319%(11/26)] (P <0.05 ), PTPRS
EHRPKCEFSMAZE . PRERRAEE (P <0.05),
B MIFA LT PTPRS = 3235 R A R4S . PR
PR WS MR R . AR iR
K fan g T R, 2R RGP >0.05),
W# 1,

*1 BEBREEKFESTS PTPRS RiZ/KEMNXERE [n=71, #l (%) ]

P
5 51 15 (29.41)
4.053 0.058
X« 20 11 (55.00)
AR
<60 % 35 14 (40.00)
0.340 0.627
>60 % 36 12 (33.33)
Jigea R s
f 25 8 (32.00)
0.355 0.613
Jc 46 18 (39.13)
2 A1
H 42 13 (30.95)
1.423 0317
I 29 13 (44.83)
R
H 45 13 (28.89)
3.164 0.124
G 26 13 (50.00)
T o7 B
M+ B 13 4 (30.77)
0.235 0.756
B+ FB 58 22 (37.93)
FARI
lalizse 26 8 (30.77)
0.605 0.610
F g 45 18 (40.00)

Jokag Jrae:
7 48 22 (45.83)
5.420 0.034
H 23 4 (17.39)
FUEZS
Jc 46 22 (47.83)
7.069 0.010
H 25 4 (16.00)
AR L
pT1+2 26 15 (57.69)
7.848 0.010
pT3+4 45 11 (24.44)
liiErw NN
<40 mm 34 16 (47.06)
3.063 0.091
= 40 mm 37 10 (27.03)
liNEe 54
o 31 16 (51.61)
5.329 0.027
H 40 10 (25.00)
I ALRREE
= 19 11 (57.89)
5.059 0.030
AR 52 15 (28.85)
I R 433
I, I 32 17 (53.13)
6.838 0.013
m. 1v 39 9 (23.08)
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2.3 PTPRS ZEEFKRIESHEMNXE

Kaplan-Meier ZE #5078, PTPRS fll3RiE B #H
RS EFRBEEFRILE, £ Log—rank x K
8%, ZRAE%HFE X ( x’=10.764, P =0.002 ) ; &%
iR B35 PTPRS £ IR B A AE AR T SRk
(DL 2), WAL W rh i A A7 B] 43 500 24 i1 58
A, W B E BA AR50 R 33.33% 1 57.69%.
PRI BB A SR R B R) 43590k 20 50 S H, IZH AR
H R KT 0N 73.33% 1 50.00%. PTPRS & H
RERBEE LR GHRBBE R, ZRA%ITFE
B Y (x’=11.468, P =0.001); PTPRS & [k F ik H
BRI T PIPRS EH SR ILAEH (WK 3). &
FARZE Cox MIHAHT /R, WKERME. Waziz. W
JEAR/N . R . RO e IR
533 B2 PTPRS 2 5% ) £ 4 it gos S5 38 105 A fa B PR R
(P<0.05); t—HZHNE Cox MIHMT BN,
£ . PTPRS FRiA /252 £ 48 Bt £ 35 Pilfs i ok 7 f b
H#E (P<0.05). W#E2, 3.

1.0 —PTPRS HIEA
—PTPRS HEH A
0.8 -
E 0.6 -
il
éﬂ% 0.4
0.2 -
0 20 40 60 80
ARG HEAEmTE / A
2 AEREREAELEERES PTPRS
EBRIEHXER
1.0 o —prPRS R #IA
—PTPRS & EIA
0.8 -
2 06
iy
=044
Bk
0.2 -
T T T T
0 20 40 60 80
ARG AAF ] 7 A

3 RERESEEARREELHELS PTPRS
EARIEWER

®2 RERETRIEEZE Cox MIEFSHTESE

5 0.483 0.214 1.093 0.081
AR 0.783 0.421 1.457 0.440
JiEE R 1.458 0.737 2.884 0.279
AR 0.638 0.329 1.237 0.183
i} 0.560 0.279 1.126 0.104
i e or 0.577 0.294 1.134 0.111
FARFA 0.894 0.467 1714 0.737
i SER I 0.394 0.200 0.779 0.007
Mz 0.427 0.219 0.835 0.013
S NAN 1.439 1.129 1.833 0.003
AR E 0.438 0.222 0.867 0.018
A5 0.277 0.136 0.564 0.000
SR 0.313 0.136 0.721 0.006
Ik R 5349 0.249 0.125 0.498 0.000
PTPRS 3.098 1.528 6.283 0.002

*3 BERETREHNESEZR Cox @MENHTESH

iSER 0.915 0.425 1.973 0.821
&z 0.493 0.229 1.061 0.071
B NAN 1323 0.956 1.829 0.091
AR EE 0.868 0.363 2.076 0.750
L5 0.833 0.284 2.446 0.739
SRR 0.386 0.152 0.978 0.045
Ik R 5349 0.527 0.174 1.596 0.257
PTPRS 2.265 1.050 4.887 0.037
3 itig

PTPRS 5 H 2 1988 4F: A ity % 55 X 21 DNA 3¢
PEEIRBOR I, LT Yok 19p13.3%, Hgnt iy
PTPRS FIE [ SRR IR 2 1A B 25 I A PR W 1R
fifiZ 4k D" —FE, J& PTPR ZEH 1T a AR ™, H
ISR X 22 Fh o Bk (I RET s A R MEE A B
Y. B &I PTPRS TERRZE AL L SEMITE b & 45
HEEAEH "™, FREEE "R LM, PTPRS fE/FET)
KA R NIER TR EEAEH, BOA R — R
PPREHEP . MORRIS 258 ™ R BR, 753k S50 iR 40 o g
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TR SE, 4F : PTPRS TEEAE I P2 IKKF- Bl R 7 X

o PTPRS FE[H BRI TT A 269%, HLmA%H) PTPRS Bk
SAAEEE | BhiR A AR A SG . R MORRIS %5
KB, PTPRS 2K [ AR 1K 5 fili i 988 10U 2 W AH G
S FE AN Y % R PTPRS R P2 4%, N IR A% 400 it 3
A1384T™ | 45 FT i V224M™ FiIEH: B (0 250 P141S™,
DAVIS % ™ % i, PTPRS 5 45 B 9 (1 % A= % V1M
Ko PR PTPRS W RERMMRTEfERMEIE R, HERAMY
PTPRS AN RES SR &L | (REESF .

HAG, J&T PTPRS 76 &4 Mg h i 363k 2 &
BERSIIWT S D . SR 71 B4 IR R T R
L, PTPRS # H7E &8 WAL 28U RIB R T IEH R
LRS54 2N, $E75 PTPRS 1] GE 2 g i) 0 J3 3k
W, FEEEEE SRR —EER. 85—
53 HT PTPRS 88 119 2235 5 045 it 1803 I AR 2
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MIRIRE TR, ERICAHL) 1z KAk e g
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TR LR, RS L . RIBEA . AR
MK KIL, PTPRS H AR S LRER . Mg
ZALKPKE ARG, HAEA MR . KRR
AL R R IR 25 5] = ik 84.00% . 82.61%, IR
PTPRS A5 e il R B S IAE DG, i L 55 g
M N LR 8 K. PTPRS 5 5 M
B NG, ATRE S REAC AR A A

AL S P — LR PTPRS B H £ A 5 24
W g A B AR AE R &R o Kaplan—Meier 2 17 1 28 07,
B % 15 6] (4%, PTPRS & K 3635 5 & AR A7 R A
FrRiREBE. Cox LHEEKZHERIAHH BIR,
PTPRS HE R IAKF S EEREEE TG, 5
PTPRS 7EL SR . e S se b —8c ™™,

Zx LR, PTPRS W fg /2 s st i, HAr
BERIENELE . KR REIEE HEEMIEEER.
PTPRS 7£ &4 M vh i ) i A= P sg e Fn oy FHILRIATE AR
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BT, W% PTPRS 76 &8 UE rhin s /i 6, LUE
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