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Abstract: Objective To investigate the expression levels of tropomyosin 1 (TPM1) and Wiskott-Aldrich
syndrome protein family member 3 (WASF3) in gastric cancer tissue with Helicobacter pylori (H. pylori) in-
fection and their relationship between clinical pathological characteristics and prognosis of patients.
Methods Tissue samples were collected from totally 163 patients with H. pylori-positive gastric cancer
(H. pylori-positive gastric cancer group) and 117 H. pylori-negative patients (H. pylori-negative gastric cancer
group) between January 2018 and December 2019. The expression levels of TPM1 and WASF3 was detected
using immunohistochemistry. Their associations with clinicopathological features and survival prognosis were
analyzed,and a predictive model was constructed. Results WASF3 expression was significantly higher, while
TPMI1 expression was lower in H. pylori-positive gastric cancer tissues (all P<Z0. 05). Both markers were as-
sociated with poor differentiation, deep invasion, advanced TNM stage, and lymph node metastasis (P <<
0.05). Among H. pylori-positive patients,those with TPM1-negative or WASF3-positive expression exhibited
lower overall survival (OS) rates (P <{0.05). Multivariate Logistic analysis identified TPMI1 positivity as a
protective factor against poor prognosis,while TNM stage [l ,lymph node metastasis,and WASF3 positivity
were risk factors (P<C0. 05). The nomogram model and the combination of TPM1 and WASF3 both demon-
strated high predictive value, with area under the curve of 0. 845 and 0. 811, respectively. Conclusion Low

TPMI1 expression and high WASF3 expression are closely associated with adverse clinicopathological features
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and poor prognosis in H. pylori-positive gastric cancer. The constructed nomogram model shows relatively

high prognostic evaluation value.
Key words: gastric cancer;

protein family member 3;
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1.1 — %R EF 2018 41 H & 2019 4F 12 A}
FETAS B BE CTFRAS BE) WA 19 163 4l H. pylori FH
PEE B E . WA BRME. (1) 13C-IF S ik 56 46
H. pylori P4 ; (2O ATHRIG M B i VI BR A, 55 B 2% UF 52
9 B s (AR 18 JH % LA I 5 (4) AR R AR #4707 M
I7 . HEBRAR A (1) & I H Al 52 0K i 98 ol v i 9
(2) BIRARIE R AR RAIE 5 (3) 4 I ™ 30 I 45 50 .
JEP B MR B 5 (4D I IR B8RS 58 38 | A g 34
i 96 2H ZRAS e Tl 2 AR 7 oK 5 (5) R M H KB Bl
AR R . Sy R Rl A Be Wid 9 117 9l H. pylori
R R S, Y B 2R IR S O B L 13C- MR IR
JESE S H. pylori FH1E. H. pylori FHH: & % A1 H. py-
lori BME B — MR L, Z R KR ITFE X (P>
0.05), W& 1. A B 5% 48 19 A B B2 5 16 3 25 It o
(2018009),

*1 AH-BRABER ()]

RNl H. pylori JH: B2 (n=163) H. pylori B B4 (n=117) x* P
G IE D) 2.687 0. 101
=60 105(64. 42) 64(54.70)
<60 58(35.58) 53(45. 30)
PE7 0.103 0.748
% 93(57.06) 69(58.97)
4@ 70(42. 94) 48(41.03)
g B2 A 2.357 0. 670
iR 95 105(64. 42) 83(70.94)
JIe % 97 32(19.63) 19(16. 24)
BTV 2 g 978 13(7.98) 10(8.55)
A 54k AH B g 10(6.13) 4(3.42)
B S 3(1.84) 10. 85)
Jih 968 Fx K A% (em) 0.117 0.732
=>4 83(50. 92) 62(52.99)
<4 80(49. 08) 55(47.01)
LR 0. 484 0. 785
iR 65(39. 88) 51(43.59)
R Ak 54(33.13) 38(32.48)
= A 44(26.99) 28(23.93)
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gx1 WAE—BEBEE(%)]
T [ H. pylori [ B 4 (n =163) H. pylori Bk B4 (n=117) x? P
R E 1.410 0.235
RN TR 2 93(57.06) 75(54.10)
WL IR A B A 70(42.94) 42(35.90)
TNM 43 1.932 0. 165
T~ 91(55. 83) 75(64.10)
1149 72(44,17) 42(35.90)
e 3.298 0. 069
i 63(38.65) 33(28.21)
i 100(61. 35) 84(71.79)
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¥ H 30 min, MAW A YE Abcam A F B —HLRIT
A TPM1.WASF3 HLyepEdifk (1 ¢ 100 ke 4 Cat
A ZHEH A IgG(1 = 400),37 CHEE 30 min
VE¥E . 37 CHEREM BB o ALY B E 15
min, JITA 33"~ 7% 3 B A i U R R 4k W, 22 AR K
VRV LR T 8 R, 93 ARG e, SSRGS B T K, —
FHOR WS B, v i e % 3 380 o PR AR e s BB R 42 &2
95 2 A0 0T B B R R AE AT 4 L L LA it R B4 B A
Hh e PR B (50K BH P L 25 S FBH PR A N A A3 b (o 4y
H<E5% 1 A >5%~25%,2 5 H>25%~50%,3
SR >50%~T75% .4 43R =>T75% ~ 100 %) Fl 4L 55
BECRY 0 0 IR E M 1 /A5 2 40 e e 3
SOV 2 DNVEA AR 0~T7 3 PIMER A, 8~

12 43 R BA R IA
1.3 Ry B e i (192 5 A R s R SR T A
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12 A, G B AR B, B A A E R e B
B EEWRIET: B AR BB X b U7 L B A T
SRV B R A A I TR 2 AR R BE U H O T AR e R
i) 2 5

1.4 Siitsphbp SR SPSS25. 0 48 it 2 # 1k ik 47
s Hr . TPM1,WASF3 2535096kt DL i 5 8 1 4%
RERNCHM LB X° K% . R Kaplan-Meier
2l A2 R Z &R Cox MIE 434 H. py-
lori FH% 1 488 F 2 1005 09 R 25, 5 i DA 2 000 T
A Nomogram 51| 2k & A, R i 2 ik & T4 $F 1
(ROC) e 43 Ay Ho At I PEAS (6. LA P<<0. 05 S 22
SAEGIFEE X,

2 & £

2.1 TPM1.WASF3 HMERIEFE  H. pylori FH

PHPE 35 % &5 F H. pylori P B #4141 (P<<0. 05);
H. pylori FATE#E 522040 TPM1 FAME R E 5 H. py-
lori IR Z A AL, Z R ER I % E L (P<
0.05), H. pylori B9 55 41 41 WASF3 [H#: 3= 35 %
T H. pylori BP9 55 21 21 (P<C0. 05) ., H. pylori
FH M B e 2120 TPM1 FHME R X FALF H. pylori FHPE
JEoE 4 41 (P<<0.05), H. pylori FH ¥ B % 4 41
WASFE3 BH ¥ % 35 R & T H. pylori FH % 55 4 41
(P<C0.05); H. pylori BIPE B 414! TPM1 fHH: R A
FALT H. pylori B 5540 41 (P <<0. 05) , H. pylori
FHM: 5 2l 20 WASF3 FH M & 38 % & F H. pylori [
PGS H 21 (P<<0.05), WK 1.% 2,
x2 TPM1.WASF3 FHHERERLLE [2(%)]

TPM1 WASF 3

21 5 n — —
BRAL EEAL BRI
H. pylori A 163 68(41.72) 119(73.0D)" 91(55.83)  32(19.63) "
H. pylori [f144 117 69(58.97)  84(71.79) " 45(38.46)  12(10.26) "
X 8.117 0. 050 8,224 4,520
P 0. 004 0.823 0. 004 0.033

H SR EmAL i, " P<<0.05,

2.2 TPM1.,WASF3 % ik 5 I K % BE 45 1F 19 &
% TPMI1.WASF3 5 TNM 43 (2 b
BE LRSS RE R AT 56 (P <20, 05) , 5 HA I PR %8R C 6
(P>0.05), W3,

2.3 TPM1,WASF3 %355 H. pylori FH: E ¥ B &
MR R 5 FREV I 3 #1215, 98 HIFET:, 62
BIFETE . TPM1 BA:FRIAM0 H. pylori FHY: B B &
5 4E BRVELER (O T TPM1 BHME £ K% H. py-
lori PH: 98 (30, 11% ws. 50.75% ,X* =4.073,P =
0.044), WASF3 [ 3Rk 1) H. pylori [H ¥ H ¥ &
F 54 OS & T WASF3 fHEE AR H. pylori FH M
B (49.30% ws. 30.34%.,X°=4.586,P=0.032),
W4 A 2,
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WASF3

\

B 1

x3 TPM1,WASF3 Riz5IERBEFEMIXERL (%) ]

TPMI WASF3
i PAS 975 B4 5 n
PR X P BH x: P
AR () 0.158 0.691 0. 745 0. 388
=60 105 45(66.18) 56(61.54)
<60 58 23(33.82) 35(38. 46)
P51 0. 066 0.798 2. 458 0.117
5 93 38(55. 88) 47(51. 65)
e 70 30(44.12) 44(48. 35)
I B A A 5.121 0.275 5.986 0. 200
fi g 105 39(57.35) 59(64. 84)
i 5 955 32 18(26.47) 22(24.18)
BV 4 Mt g 13 7(10. 29) 6(6.59)
ARG A0 10 3(4.41) 3(3.30)
iR 3 1(1.47) 1(1.10)
Ji 9o fx K A% (em) 1.932 0.165 0. 044 0. 834
=4 83 39(57. 35) 47(51. 65)
<4 80 29(42. 65) 44(48. 35)
AR B 16. 678 <0.001 16. 224 <0.001
[ %4 44 28(41.18) 14(15. 38)
b oAk 54 24(35.29) 31(34.07)
IR BE 531 65 16(23.53) 46(50. 55)
PR3 6.928 0. 008 6.369 0.012
B BT 2 93 47(69.12) 44(48. 35)
WUZ KT R L sh 70 21(30. 88) 47(51. 65)
TNM 4334 12. 464 <<0. 001 16. 538 <<0. 001
I~ 91 49(72.06) 38(41.76)
1Ig:0] 72 19(27. 94) 53(58.24)
MR 9.168 0. 002 6. 429 0.011
P 63 17(25. 00) 43(47.25)
%= 100 51(75.00) 48(52.75)
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U 57 Cox FEflKURS: [ A REAY , LA H. pylori FHTET AW LUK B AL R e AR VAR I L TNM 23301 L 7
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PRREEE PR VR VR BE M 45 F8 . TPM1, WASF3 F4  TPM1.WASF3 3% 5 H. pylori FAEBEEE
AR, HRRE Cox MIHE/R: TNM 431 /b2 FEH X %
FE TPM1 2R BE . WASF3 ik 2 4557 8 5 H. py- - BE RKUF SR . K
lori BHHE B B TR RN A & (P<<0.05), W5, (=163 (=160  [n (%]
DI 2R fr b R 2 B AR RN H B i 0 e miein % 93 28(30.1D  4.073 0,044
KB GBI (o =0. 05,0 =0.10) . ZHE Cox  pm pirkss 68 67 34(50.75)
A 25 R o TPML BIPER A H. pylori BHYEBRE  yases pvesen 72 71 35(49.30) 458 0.032
SEAA TR AN R G R TN 2300 I i L 245 e WASE 3 PR X 91 89 27(30.34
¥ WASF3 [H Rk & e R (P<<0.05), L
* 6.
1.0¢ 1.0
0.9 0.9
0.8 0.8
ﬁ 0.7} ﬁ 0.7
g 0.6} i 0.6
0.5 0.5
@TPM1 A MEFRIE DWASF 3 14 ik
0.4r  QTPMIFRMERIE 0.4F  QWASF3[RIEZRIE
0.3 0.3
o 2o 12 24 36 48 60 ¢ 20 12 24 36 48 60
A Rt1E (B) B RtE (B)
A TPMI %355 H. pylori B B & 4 5 4F REVETERNE R ;BN WASF 3 BAPERIA S H. pylori FHYE BB # 5 4 RBUETERMNER,
2 Kaplan-Meier 4 77 B £k B
x5 HBEZE Cox BIASH
EAIEES I 25 T B SE WaldX* P HR(95%CI)
AR 0=<60 % ,1==60 % 0.136 0.148 0. 850 0.356  1.146(0.859~1.528)
1 531 0=%,1=4% 0.143 0.180 0.633 0.426  1.154(0.811~1.642)
g FL S Y 0=HAth ., 1= i s 0. 104 0.097 1.156 0. 282 1.11€0.917~1. 342)
iyt e KA 0=<4 cm,1==4 cm 0.153 0.323 0.225 0.635  1.165(0.619~2.195)
AR 0= Ak 1 =R 1k 0. 506 0.182 7.748 0.005  1.658(1.161~2.370)
12 O=F R FET 2, 1=W2 KT DL H Ak 0. 405 0. 151 7.202 0.007  1.499(1.115~2.016)
TNM 433 o= 1-1#H. 1= 0.579 0. 164 12. 459 <C0.001  1.784(1.294~2.461)
MR 0=7,1=4 0.419 0.095 19. 277 <<0. 001 1.52(1.262~1. 832)
TPM1 0=, 1= P —0. 386 0.104 13.696 <0.001  0.680(0.554~0. 833)
WASF3 0=F1PE . 1="Fak 0. 351 0.115 9.368 0.002  1.421(1.134~1.780)
x6 ZEZE Cox B4
AR S WIE A2 5 A 8 SE Wald X* P OR(95%CD)
A - —0.335 0.157 4.533 — —
TNM 43+ My=1.1 M=o 0.415 0.157 6.967 0.008 1.515(1.113~2. 060)
NS E=1.%5=0 0.503 0.180 7.799 0.005 1.653(1.162~2. 353)
TPMI FHPE=1.FPE=0 —0.457 0.129 12. 465 <<0. 001 0.633(0.492~0. 815)
WASF3 PHHE=1. Bt =0 0.516 0.199 6.735 0. 009 1. 675(1. 134~2.475)

T — FoR T .

2.5 TPM1.WASF3 %%t H. pylori FA 1 B 9 & % il
Ja B PEAS A Hr R B2 R BIEHAE H. pylo-

ri BHYE B 8 B TS RS XU A R £ 38 5. Logit (P/
1—P)=—0.335+0. 415 X TNM 4r#J 4+ 0. 503 X ik



+ 948 ErAbEF 4% 2026 £ 4 A% 47 %% 8 Int ] Lab Med, April 2026, Vol. 47,No. 8

M 45 —0. 457 X TPM14-0. 516 X WASF3, DI H
F4 3 Nomogram 1) 2§ & 1 45 %Y ([ 3), DL 98 4l 5E
BB BB A, 62 1) £7 15 B 8E S BA M FEAS, 47
ROC W& mHr (Bl 4,458 & M. i TPM1, WASF3
S TNM 4330 bk B F AR A g 0y 4 [N 564 0

BT, A % s i %) H. pylori BH M 5 98 55 3% 105 09 1500
TEAL M AUC ik 0. 845(95% CI:0. 715~ 0. 966),
XS TPM1+WASF3CBIliZ I F 5 A n D #E17
TR PE A, H AUC 35 0. 811 (95% CI: 0. 634~
0. 958) , /R HWF FUJ5 () T A 7R 5 s . L3R 7.

HE P S k- O 10 20 30 10 50 60 70 80 90 100
TNMZ 0 0.008 80 1138, 1 1138
HEH A 0.005 97 % s
TPML  <0.001 -89 F | P
WASF3  0.009 100 PR, Bt
K4 BHot— . i : : : i i i . i .
KA366(8 KX §4188) o 37 71 111 148 185 222 259 296 333 370
Nomogran 3 % [ VA 2 & PO o 1 BUR A %
o.'os o.I 1 o.I 5 o.l75 o.l 9
EHRE B : Logit(P/1-P) = -0.335 +0. 415X TNMA ] +0. 503 X #k B4 4645 +-0. 457 X TPMI +0. 516 X WASF3
B 3 H. pylori PE 1% B ¥ & & T f= #9 51) £ B XU R 46 22 Tl i 2
&7  TPMI1.WASF3 %3} H. pylori PR 1% B 2 B & W5 9 B ¥F & 4 (B 5 #7
EiRan AUC95%CD i 1H FABE G /n) FESBE Ga/n) EORES IR W (n /)
5| £ [ A 0.845(0. 715~0. 966) 0.49 0.847(83/98) 0.810(34/42) 0. 657 0.836(117/140)
TPM1+WASF3 0.811€0. 634~0. 958) 0.03 0.816(80/98)  0.762(32/42) 0.578 0.800(112/140)
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MR Y Hk, TPM B i 4k 78 ] 3 4 5 i 56
A S B INE B AR, MR R, TPM1 Rk A
SR B O AR -2 5 P53 {5 S0 BR OIS L HI 55 40
6L 08 T 4 A T, 2 T A P R AN A 3 A L A RS R
#2847 K, Mz, TPM1 # H. pylori FHM: 8
A B 3 A 24 AR A0 R 2R o e M R R s R T A O AE
A AE A, L, B TPM Rk Ak
0o g A0 Y A S T L s R E TS T A
T

WASF3 & — AN 8 i S 28 8 1, Al {2 0 41 il i
S AL AL DA B 4 4050 2 i R R L H R TR
EME MRS ST R A MR X — i B R AR A O
BE 45, Bt 0, WASF3 78 3L Rk
I B0 9 A0 I A 1R 28 S A e RS e Y e R
L, WASF3 W5 PIWILL P VE . 3 R 41 2 8 4 i
TR AR B4 4T A . ARBFSE & B 7E H. pylo-
ri BHVE B R4 41 th WASE3 4 Bk 335 % & 5,
7% WASF3 T fE7E H. pylori #H ¢ B 98 i & A AL
R A EAVE T, B H. pylori BT BB S HFEIX B
P, E— 00 Bk, WASF3 i/ £ ik 5 H. pylori
BH A 5 98 B4 2 1 I GG B AR A L IR 2 Ak TRIR T L e
1 TNM 53 9 B2 itk 0 25 55 8% . e 38K A A7 2% B 25 4
5o AT HLE A . WASES A S 38 4 it 8 40 it 32 3 4=
FRER R A, R I LT R R R O
J&.—J7 1, WASF3 il it 5 Arp2/3 BE&W ./ GTP
M R 2 A KRB E A £ MR E o
R HEB , Ry E A M R B I A R S 5 8 T ok
V55 55— 5 1T, b B -[a] 5T 4% Ak 2 18 0 20 M 1R 0 b Rz R
Pk R A5 1) 55 R 0 S i, WASF3 & | fz-1a) B %% 1k
TP B B 1 WASFS i oo 3006 0 BE e UL 3-
VARt /B 1R B/OBE IR G Bl -3 8 5 5 B,
T S5 G B Tt R -3 3 1) R P L S BOH T Ui 0
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