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Research progress of HoxC10 and gastric cancer
LIANG Binggian', GUO Jiansheng’

(1. First Clinical Medical College, Shanxi Medical University, Taiyuan 030000; 2. Department of General Surgery, First Hospital, Shanxi
Medical University, Taiyuan 030000, China)

Abstract Homeobox (Hox) genes are highly conserved at the genomic level and have been well-described as important
players in regulation of numerous processes including apoptosis, receptor signaling, differentiation, motility,
angiogenesis, and metastasis. HoxC10, as a member of the Hox family of genes, was significantly correlated with
the occurrence, metastasis, and prognosis of numerous malignancies such as oral squamous cell carcinoma,
cervical cancer, thyroid cancer, pancreatic cancer, colorectal cancer, and lung cancer. Gastric cancer is one of
the most common malignant tumors in the world. Recently reported, aberrations in HoxC10 expression was
implicated in the proliferation, apoptosis, invasion and metastasis of cancer cells, which was related to the MAPK
pathway, NF-kB pathway, and upregulating proinflammatory cytokines. Future researches need to be further
clarified the specific mechanism of HoxC10 in the pathogenesis of gastric cancer and their clinical significance,
which may provide new targets for gastric cancer treatment.
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B Hox 2 [N 2 5 Z2 b IR 1) A A A Ji8 L e M S i
Jao BRGNS A
T FEERERAZ - REZHEE BEHZHT
JEM, BRI A R A R B SR A RS
WAL B RS R B A IR, SR A AT
FUIAOC Y H Al M B 5T IE S Hox C 10 5 1 i 41
P14 B R B ARG, N W HoxCLOA T AEZ VR YT H
T PR

1 HoxC10 5B &

AT AF Sk 1Y BIF 9T 26 W Hox 55 IR 52 16 76 il 96 14
kR R A mEAEH . A O R B e
R 40 ML T, HoxC 10363k Th i 512 2k 19 fin
O o TEJEGEHE 41 3% (The Cancer Genome
Atlas, TCGA)EESES, SIEH AR ARIRHLH
b, HoxC10FK Ik 7E A R it des 41 24 b i 2 3 o
AL, HoxC10ME i B AR MR 98 20 It 1) 32 B8 TR 2%
PEOR B AT RE S S R R IR TS BT A bk
1), HoxC10Me #E A il B8 10 5% 7% 9 BoR A R
AR A R FE FUIRE TP HoxC 1o B9/ A 17 75
i, TGN, HoxClo# kT A B T3
I 96 20 B A 7 0t s AR A R AR ks gt IR
FW . W F B HoxC10 7] fE 2 A 7 1 G b
W&, MUTERHox CIOFEA J5, i AR 4H A 1 3 7
S RALNEIR) e |

AW % AR B R A 20~254 Hox S K
MRBILEFHAAG2EERZT L, LhEE
HoxC10, HoxCloM ik L5 HEEHEILE L
AR EARM OE . — T XmiR-1367F B i 41
AGC-9811H I REM BT "R . B (s
B 2250, HoxC104E AmiR-13619 L AR, 40
il 15 e R I R A% . X R W] HoxC107E H #5 iE
JIEE 2 7% vh R e R VR, TR ERE BT 45 22 1 miR-
136/HoxC10%l1 > 5 ¥ IE B4 B8 i ML A FE 44t 1
By B . X A SE OO 1 R I Hox C1OHK &
K, BfJE kA B H L P Hox C 103 ik & %
ik, HS5 MR RE IR L R S 1 B R TS A
K, HoxC10m 235 /& B i Fil J5 22 1Y — > 2t 37 350 0
P& . DLEkHox C103E [ J5 77 1A 4 Ml il 240 it 35 51
TR 28, FEAR A e Ak K T 755 40 M O
T, HoxC10RE S5 p2 109 JT 8 1 X &5 & I 4 il H:
B SRAG R, 5w N U A AR OGRS IR
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i o 20 PR 2 RN RR B AL AR I B, I 1 R 4
BT, Mk ERERLFGERY, T8
TR 28 2 I 2 400 A0 2 0 st S 37 Ak 2 % 1) S i o
U, st R W] . HoxCloid Kkt it H
e AN RGBS AN R T, (R Ok e
Ui R RS AR 28

2 HoxC10 258 B &l

HoxC10i i3 Z Fik 12 5 B i 40 1 3 58 A
R, GuoEUIETE KB 5 oK 2 b B Bk 25 3,
R QL A0 AH 1, B i 40 P Hox C 1o 5 i K i
GO T A0 AT A MR 28 1 (P<0.001) . HE—2D
(LRSS W . HoxC 1o L3 B 3 84 m 1 2
AR R El?%f(@@(mitogen-activated protein
kinase, MAPK) %‘%i’?ﬁ‘*ﬁ?é%(@ﬁ&myc,
c-junflps3) Y mRNAFIE 1K1k, [FAIA T c-jun
Nfﬂ%ﬂ{fﬁiﬁﬂ/‘]@iﬁz4ﬁ{§i@ﬁ(c-]un N-terminal kinase,
JNK), M5 5 757 F B (extracellular signal-
regulated kinase, ERK)H1p38. iX K HIHoxC10if if
P AT MAPKIE AR AL HE 1 98 40 L 1 5 A 7%

T TCGA mRNAZR A B 1y 2 [N 4R & 4 7y
Mr#&H, HoxC10#ik 5 HF-xB(nuclear factor-
kappa B, NE-xB)i&#& 4 /KA., & H B
WA HIF W] . HoxC10UTER LA T p-ATM (ataxia
telangiectasia-mutated, ATM)*H@;M'HCIKB‘]%IZEEQ(IKB
kinase a, IxBa)7K - AzW{5 B 0 A1 LA R Jae e 3
PR Bde B35 . HoxC 1045 SE 8 il NF-x B 71
ATMZ [ 0] B A7 £ IE A GG R Y. HoxC1ofy T 4
T p-ATM(TEALIE 20 B /KF, X 5 HoxC10m]
PLIG AE AT MM 177 98 15 NE-xBA5 5 5% 5 1) vl GEME —
o, FEXIAFFE T, HoxC oM KE M Xt 24 H i 4i
i & P p-ATM Al p-TxBasK - H AT 0 . ATM
5 SR TDNAB B RN E R . DNABKE &
1 KE) 5 ATMAH G TNEZ R A SC I 76 (TNF
receptor-associated factor 6, TRAF6) FINF-xBAYIK
P, ATMEY B R LTk B B I L 1T LR DN A
52 SO I AT MORT LU 1 TR A 8 2R A LI I
FLE P ROAR IR T AW NE-«B 25 4 L R 22
HBRWEES5E, WESATMIKBUR R EOE, #%
AR K OxBIEE FIIcBal i o BLAL, ATMIE I il
HORNF-xBIUE SR A o i ff HoxC 1030k T
7 R p-ATM I VE R A, HoxC107] LIE N
ek T45 5 ATMIE 31, ATy Rk, Jf
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4 AEH E T NF-xBIiR 1S . B2, HoxC10i i 87y
ATM/NF-«Bi i 5 958 40 N G 5H N6 7%

BRATM/NE-«Bi& 240, 1A 4 iy 52 361 3
FEHoxC 1052 2 35 20 g v oA A6 00 1) B 2 i 9 1
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TR U HoxC Lo Ml (1A -6, R R JE
?a(tumor necrosis factor a, TNF—a) s %1{%
K K ¥ B (transforming growth factor-p, TGE-B)Fl
REERKFTFWRIL, IF Hid RiIEHoxC10& 7K
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#% . HoxC10n] At 1 I i 4 4iF 240 M X 75 15 Ji 4
MR 358 . AR R RS . RN RS b k4R
wEAEH . 58PV % B HoxC 10 1] AE M i 98 5 Wt
(Wingless-type, Wnt)/J:Bi-l‘ﬁJEi—fsz:’ft(epithelial-
mesenchymal transition, EMT){%%@%?’Q{EJ&
I s % bR 40 2 938 (oral squamous cell carcinoma,
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