[ iR A iR 243 hitp:/www.biother.cn

Chin J Cancer Biother, Jan. 2026, Vol. 33, No.1 + 37 -
DOI1:10.3872/j.issn.1007-385x.2026.01.005 %5&5 "ﬂ- 7U

SPIN1 ;& JAK2/STAT3 @B R R i3t B IR AT B 5 1R

B XL, &m REL, BEE (1L LUASF—ERAKFREALASER KA, LA Fd 250021:2. 4
AEARETATREARER HEA, LA AT 257000;3. LA F—EMKXFHEL ZER F WA, LA
Fd 250021)

U E] a0 KA EA1SPINDRLE B IEMRER SREEN S FHH. F & lid TCGA i 12 5 o1 B IR
J4H 2R SPINT mRNA KA 5 F R [R5 %Ak (EMT) $F45 U8 A2 BV 23 (B B AH DG PE o Wi 2018 47 8 A 322021 4= 11 A IR L AR
H - BERIR MR A T EE BT A DR B 52 49 B RS R R LU AL SN B R A 1 R A4 T B 5 414 Stk R
SERER A, 3 It A Ak 2 TN S AR 4L 4R SPINT &5 STAT3 [ 4K 11 338 /K7 KA S o 383 Transwell S50 7 T4
SPIN1 X B B AN fa 12 28 SR s . Al GEPLA2 M3t 73 #1 SPIN 1 3% [K 5 Janus-3l/(5 5 % 5 A1 SB0G T8 7 (JAK/STAT)
T AR D DR AE BRI R R IE M S E . JE I qPCR ¥ WB A T 41 SPINT J5 JAK/STAT il # AH 5 mRNA I 2 [ (19 £ 548
fbo & F: TCGA B FE3udE 0 ¥ 45 5 7%, SPINT 35 5 EMT ¥4 FHILE A2 s E 23 S IE A 5% (3 P < 0.05) . SPIN1 5 STAT3
1 5 M 2 RNk G 5 B kb A T (3 P < 0.05) , 708 55 B R A 2R B £ R0k . SPINI 5 STAT3 (195834 2 3 1EHH ¢
(P<0.05). T#iSPIN1JG B AR AT RS R 2258 77 B FER (P < 0.05 8L P < 0.01) . GEPIA2 Mui 70 #4557 , SPINT 2
[% 5 JAK1.JAK2.STAT1.STAT2 }% STAT3 FiA¥) 2 W3 IEAH K (H P <0.05) . TP SPINI 5 JAK2.STAT3 [1) mRNA 7K~ T [,
1M JAK1.STAT1.STAT2 /) mRNA KPR UA ] & . WB LS 45 R BT, 148 SPIN Ji7 JAK2.STAT3.p-JAK2 & p-STAT3 ] &
[ % 95 B B EFRAL P <0.01), iF 145 SPINI J& JAK2.STAT3.p-JAK2 } p-STAT3 [ A KB BETH = (B P<0.0D). %4
#r: SPINI iB i1 2 5 JAK2/STAT3 15 S i@ e it B e it i 512 2%

[XBER] YA EO 1 B e TF 228 JAK2/STAT3 (5 5 i %

[FESZES] R735.2;R730.2 [#kFrIRmB] A [XEHS]  1007-385x(2026) 01-0037-08

SPIN1 promotes the migration and invasion of gastric adenocarcinoma cells by
activating the JAK2/STAT3 pathway

XIAO Yao', SUI Wenwen’, PAN Yu', ZHAO Yulong’, LYU Beibei' (1. Department of Pathology, Affiliated Provincial Hospital of
Shandong First Medical University, Jinan 250021, Shandong, China; 2. Department of Pathology, Dongying District People’s Hospital,
Shandong, Dongying 257000, Shandong, China; 3. Department of Gastrointestinal Surgery, Affiliated Provincial Hospital of Shandong
First Medical University, Jinan 250021, Shandong, China)

[Abstract] Objective: To explore the molecular mechanism of spindlinl (SPIN1) in promoting the migration and invasion of gastric
adenocarcinoma cells. Methods: The correlations between SPINI mRNA expression and epithelial-mesenchymal transition (EMT)
score and angiogenesis fraction in gastric adenocarcinoma tissues were analyzed by TCGA database. Tissue microarrays were
constructed from a total of 52 surgically resected gastric adenocarcinoma specimens collected in Affiliated Provincial Hospital of
Shandong First Medical University between August 2018 and November 2021. Each case included matched samples of gastric
adenocarcinoma tissue, adjacent non-tumor tissue, and lymph node metastasis. The expression levels and correlation of SPIN1 and
STAT3 in the gastric adenocarcinoma tissue samples were subsequently detected using immunohistochemistry. The effect of interfering
with SPIN1 on the invasion and migration of gastric adenocarcinoma cells was investigated by Transwell chamber experiment. The
GEPIA2 website was used to analyze the expression correlation between the SPIN1 gene and Janus kinase/signal transducer and
activator of transcription (JAK/STAT) pathway-related factor in gastric adenocarcinoma. Subsequently, quantitative real-time
polymerase chain reaction (QPCR) and Western blotting (WB) were employed to detect changes in the expression levels of JAK/STAT
pathway-related mRNAs and proteins following SPIN1 interference. Results: Analysis of TCGA data showed that SPIN1 expression
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was positively correlated with both EMT and angiogenesis scores (both P < 0.05). Elevated expressions of SPIN1 and STAT3 were
observed in gastric adenocarcinoma tissues and lymph node metastases (both P < 0.05) while they were negatively expressed in
adjacent gastric mucosal tissues. A statistically significant positive correlation was found between SPIN1 and STAT3 expression
(P < 0.05). Knockdown of SPINT1 significantly reduced the migratory and invasive capacities of gastric adenocarcinoma cells (P <0.05 or
P < 0.01). Furthermore, GEPIA2 analysis demonstrated significant positive correlations between the SPIN1 gene and the expression
levels of JAK1, JAK2, STAT1, STAT2, and STAT3 (all P < 0.05). SPINT1 interference specifically reduced mRNA expressions of JAK2
and STAT3, while no significant changes were detected in JAK1, STAT1, or STAT2 mRNA levels. Western blotting confirmed that
SPIN1 knockdown significantly decreased protein expression levels of JAK2, STAT3, phosphorylated JAK2 (p-JAK2), and
phosphorylated STAT3 (p-STAT3) (all P < 0.01), whereas SPIN1 overexpression significantly upregulated the expressions of these

proteins (all P <0.01). Conclusion: SPIN1 can promote the migration and invasion of gastric adenocarcinoma cells by participating in

the JAK2/STATS3 signaling pathway.
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