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[ Abstract] Objective: To investigate expression of GOLPH3, an oncogene of the reverse Golgi retic-
ulum, in human gastric adenocarcinoma ( STAD) , hepatocellular carcinoma ( HCC), breast cancer
(BRCA), endometrial cancer ( UCEC), testicular germ cell tumor ( TGCT) and prostate cancer
(SART). Methods: The distribution of GOLPH3 in cancer tissues was analyzed by using bioinformat-
ics technology, and the up-regulated expression of GOLPH3 in cancer tissues (STAD, BRCA, UCEC
and TGCT) was screened out. The expression levels of GOLPH3 protein in human STAD, HCC,
BRCA, UCEC, TGCT and SART tissues and their adjacent tissues were detected by immunohistochem-
ical SP method. The expression of GOLPH3 in human STAD cell lines, human HCC cell lines, human
BRCA cell lines, human SART cell lines and their corresponding control cell lines were detected by
quantitative reverse transcription polymerase chain reaction ( qRT-PCR). The relationship between

GOLPH3 expression and malignant tumors was analyzed. Results; GOLPH3 was widely expressed in
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many human normal tissues, and up-regulated in STAD, HCC, BRCA, UCEC, TGCT and SART
tumor cells. Immunohistochemical and qRT-PCR results showed that the expression level of GOLPH3

protein and its mRNA in the corresponding solid malignant tumor tissues and cell lines was significantly

higher than that in adjacent tissues or control cells( P <0.01). Conclusion: Upregulation of GOLPH3

expression may play an important role in the occurrence and development of STAD, BRCA, UCEC,

TGCT, HCC and SART.

[ Key words ] GOLPH3; cancer; bioinformatics bioinformatics; immunohistochemistry; qRT-PCR;
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Fig.1 The expression of GOLPH3 in different tumor cells
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Tab.1 Expression of GOLPH3 in malignant tumors and adjacent normal tissues

GOLPH3 ik (n,% )

- + o+ o+ o+
STAD 30 0 (0.0) 0 (0.0) 9(30.0) 21(70.0)
STAD 4141 10 0 (0.0) 9(90.0) 1(10.0) 0 (0.0) <0.01
HCC 30 0 (0.0) 2 (6.7) 8(26.6) 20(66.7)
HCC 354141 10 0 (0.0) 9(90.0) 1(10.0) 0 (0.0) <0.01
BRCA 30 1 (3.3) 0 (0.0) 10(33.3) 19(63. 4)
BRCA 4141 10 0 (0.0) 8(80.0) 2(20.0) 0 (0.0) <0.01
UCEC 30 0 (0.0) 2 (6.7) 13(43.3) 15(50.0)
UCEC 3441 10 1 (0.0) 9(90.0) 0 (0.0) 0 (0.0) Y
TGCT 30 0 (0.0) 0 (0.0) 4(13.3) 26(86.7)
TGCT 352141 10 2(20.0) 8(80.0) 0 (0.0) 0 (0.0) <0.01
SART 30 0 (0.0) 1 (3.3) 10(33.3) 19(63. 4)
SART 34041 10 0 (0.0) 9(90.0) 1(10.0) 0 (0.0) <0.01

HEa E b AT e TR A AT E A e Sy S2IL £ WRTSIAR, A Dy STAD | B 2y HCC,
C J BRCA D Yy UCEC.E g TGCT F 3 SART
B2 GOLPH3 £ 6 % WL M 508 % E% 48 ik £ AF(SP, x200)

Fig.2 The expression level of GOLPH3 in common malignant tumors and adjacent normal tissues

2.3 GOLPH3 mRNA 7£ 4 Fii WG PERE ANl Bk . HCC 4ijfg . A\ BRCA 4H Uk S A\ SART 4f ity
() e3k P P A R KT 34 B 25 w8 T HAR X R A TE B 40 i
5L 78, GOLPH3 mRNA 7 A\ STAD 4 fif] b, R HEASIT#E L (P<0.01), WK 3,
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