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Expression and significance of the SETDBI in gastric cancer
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Objective: To investigate the significance of SETDBI1 protein located at different sites of cells in gastric cancer
and adjacent normal tissues. Methods: SP immunohistochemical stain (IHC) was used to examine the expression
of SETDBI in 161 cases of gastric cancer and adjacent tissues. Results: The SETDBI cytoplasmic positivity
was observed in 77 cases, whereas 45 of them accompanied with nuclear expression. SETDB1 cytoplasmic
positive expression was not correlated with clinicopathological features of gastric adenocarcinoma. But the
SETDBI nuclear positivity was correlated with the depth of tumor infiltration, pTNM staging, lymph node
metastasis. Kaplan-Meier single factor and Log-rank analysis showed that the SETDB1 nuclear positivity, lymph
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node metastasis, depth of cancer invasion and pTNM staging were all the important prognostic factors for

patients with gastric cancer, the survival time of patients with SETDB1 nuclear positivity was lower than that of

SETDBI nuclear negativity (P<0.05); COX regression model analysis showed that pTNM staging was important

independent prognostic factors. Conclusion: The abnormal expression of SETDBI in the cell nucleus may be

involved in the development of gastric cancer, and its high expression may be related to the malignant biological

behavior and poor prognosis of gastric cancer.
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Figure 1 Differential expression of SETDBI1 protein subcellular localization in gastric cancer and adjacent normal mucosa (SP, x 400)
(A)SETDBI7E 1 i 40 g R 4R Mg A ) B P 263 5 (B)SETDBIAE R 4R MU 4R M It B P 263 5 (C)SETDBIFERE % 1E H Bh 1)
AN PR ; (D)SETDBITE B AN P iy AR s (B)SETDBITETEAR 5 IE W Rl b i BT %

(A) Positive expression of SETDBI in cytoplasm and nucleus of gastric cancer; (B) Positive expression of SETDBI in cytoplasm of gastric
cancer; (C) Positive expression of SETDBI in cytoplasm of adjacent normal mucosa; (D) Negative expression of SETDB1 in gastric cancer;

(E) Negative expression of SETDB1 in adjacent normal mucosa.

F1SETDB1E AT HREFAMEE LR IAEB BENESEEFRERE RS (n=161)

Table 1 Differential expression of SETDB1 protein subcellular localization in gastric cancer and adjacent normal mucosa (n=161)

SETDB1 = 235 WMt &4 / [151) (%) ]

4171 0% i) oA

- + - +
e 116 (72.0) 45(28.0)° 84 (52.2) 77 (47.8)
TEH R 161 (100.0) 0(0) 89 (55.3) 72 (44.7)

HSIEWERAMLL, "P<0.05,

Compared with the normal mucosa group, “P<0.05.
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Table 2 Relationship between SETDB1 subcellular localization and clinicopathological features of gastric cancer
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Figure 2 Relationship between SETDB1 nuclear localization

and survival time in patients with gastric cancer

Figure 3 Relationship between SETDBI1 cytoplasmic localization

and survival time in patients with gastric cancer
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=3 %2”@%%%%ﬁ}§ﬁ"]$%ﬁ*ﬁ%%(Log-rankiﬁ)
Table 3 Univariate analysis on the factors affecting

prognosis of patients (Log-rank analysis)

FSES X P

AR 0.16 0.900
P53 0.355 0.552
WL S5 28.640 <0.001
pTNM 48257 <0.001
IRIE TR 11.855 0.001
SETDBI14HifIA% ik 5.505 0.019
SETDB14MifJfi ik 0.081 0.776

Fa WM BREBETEN S EZCOXEHTH
Table 4 Multivariate COX regression analysis of prognostic

factors in patients with gastric cancer
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TNMY] 4.091 (1.717~9.749) 0.001
IR 1.432 (0.508~4.042) 0.497
3 itip
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