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Role of glucosaminyl (N-acetyl) transferase 3 in the proliferation and metastasis of cholangiocarcino-

ma cells DU Fangqgian, XIE Yuwei, GAO Ruigian, ZHU Chengzhan  (Department of Hepatobiliary and Pancreatic
Surgery, The Affiliated Hospital of Qingdao University, Qingdao 266003, China)

[ABSTRACT] Objective To investigate the role of glucosaminyl (N-acetyl) transferase 3 (GCNT3) in the proliferation and
metastasis of cholangiocarcinoma (CCA) cells. Methods The Cancer Genome Atlas (TCGA) database and immunohistochemis-
try (IHC) were used to analyze and detect the expression levels of GCNT3 mRNA and protein in CCA tumor tissues and adjacent
normal tissues, respectively. Human CCA QBC939 cells were divided into groups A and B, and human CCA HUCCT]1 cells were
divided into groups C and D, which were transfected with negative control lentivirus and GCNT3-overexpressing lentivirus, respec-
tively. QBC939 cells were further divided into groups E and F, and HUCCT1 cells were divided into groups G and H, which were
transfected with siNC and siGCNT3, respectively. Reverse transcription quantitative polymerase chain reaction (RT-qPCR) and
Western blot assay were used to detect the expression levels of GCNT3 mRNA and protein in each group. The proliferation and mi-
gration abilities of CCA cells were evaluated using CCK-8 assays, colony formation assays. scratch assays, and Transwell assays.
Results TCGA analysis showed that GCNT3 mRNA expression in CCA tissues was significantly higher than that in adjacent nor-
mal tissues (z=19.46,P<C0.05). THC results indicated that GCNT3 expression in CCA tissues was significantly higher than that in
adjacent normal tissues. RT-qPCR and Western blot assay showed that the relative expression levels of GCNT3 mRNA and protein
were significantly increased in group B compared with group A, and in group D compared with group C (¢ =2.96—32.77,P<C0.05);
the relative expression levels of GCNT3 mRNA and protein were significantly decreased in group F compared with group E, and in
group H compared with group G (1=10.06—243.80,P<C0.05). Cell functional experiments showed that the proliferation and mi-
gration abilities of CCA cells were significantly increased in group B compared with group A, and in group D compared with group
C (+=3.52—8.94,P<C0.05) ; the proliferation and migration abilities of cells were significantly reduced in group F compared with
group E, and in group H compared with group G (+=3.07—12.87,P<C0.05).  Conclusion GCNT3 is highly expressed in CCA
tissues and can promote the proliferation and migration of CCA cells.

[KEY WORDS] Bile duct neoplasms; N-acetylglucosaminyl-

(W B#A] 2025-11-29; [fEiTHH#A] 2026-04-20
[E4TE] WAS AR 254 H (ZR20241.21L014) transferases; Cell proliferation; Cell movement; Signal transduc-

[EBEEE] REWE, Email: zhuchengz@qduhospital.cn tion; Gene expression regulation; Neoplastic



. 214 - bR

2026 4F 06 HES 41 B% 3 8 ] Precis Med, June 2026, Vol.41, No.3

AB 4% 955 (cholangiocarcinoma, CCA) &2 —Fh iR B
JBAE b R 20 A 5 R AR L R A 355 5 1 B
B R L R TS AN AN TR B = Ay
SPEIRR R B, K4 CCA BEFEWMIZH O &
K J A P R R R 1T I 2 P TR AN R S 35 T Rz
R R T AT HEF RIS . RER
ERTEFARF W T AR K EEA IR YT 7 E C IS —
SEEE (0 CCA B R I7 RO A B4R
WAL S 0 S o & A R () LAY P RRAE . A
BRI B 3(GCNTS) J&—Fh B-1.6-N- £ i o 4
Je e Ro il o 7 T R IR IR, RS 5 O-i% #: AV
B4 S EE R I B . DT 8 45 40 i 9 T A 2 B
A 2E e . BEAEAFSE 4R 8. GOCNTS £ £
Foft 8 v S i e L I AT LA A R R 4 A ) 2
B GERBLT L RAE SR S S Mg R . R
1M GCNT3 7E CCA iy 3% 35 F# ik S H A= W Ty fig
Hajw A& B, AR B ERIT GONT3 % CCA
20 Jfa 344 5 R R BE ) B2 O b it — 20 Sk CCA
(2 T B TR 97 I A5 148 52 55 4 4l

1 RS

1.1 EZ4H 5K A

A CCA 4 s #k QBC939 F1 HUCCT1 4 fits 14
H o E BB AN . GCNT3 i 3518 5k 5
K FLHI XS BRI g s U A R A A . /N T3
RNA siGCNT3 J Hzs 80 4K siNC W H 75 3 3 5k
G A R A R, GCNT3 ik, GAPDH i {4 Ity
AR E MR AR ARAR ., ZHil AL
MR EYEZ) (Bl ARA A . GAPDH 514 #l
GCNT3 519 H TN A K EE K R A BR A ] .

1.2 GCNT3 ABH 2R ARES £ 50
(GSEA)

M GE HE X4 K 3% (TCGA, https://portal.
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25 CCA RAEKR B EY FidfE. GSEA 45
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