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Effect of HIPI gene silencing on migration and invasion of
EC109 cells in human esophagus cancer

FENG Zheng, WANG Xuejiao, WEN Miaomiao, XIA Jinghua, ZHANG Yanning,
ZHANG Jiao, ZHANG Zhipei, SUN Ying

(Department of Thoracic Surgery, Second Affliated Hospital, Air Force Medical University, Xian 710038, China)

Abstract Objective: To investigate the effect of Huntingtin-interacting protein 1 (HIPI) gene silencing on the migration
and invasion of human esophagus cancer EC109 cells. Methods: Lentivirus interference of target HIP1 was
structured and used to transfect into EC109 cells. Quantitative PCR (qPCR) and Western blotting were
adopted to detect the HIPI gene silencing effect. Moreover, the wound healing assay and transwell migration
and invasion were performed to analyze the effect of HIP1 on the migration and invasion of EC109 cells.
Results: The efficiency of HIP1 gene silencing was about 80% after EC109 cell transfection. qPCR and
Western blot proved the significant effect of lentivirus interference. The wound healing, transwell migration
and invasion assay showed that the migration and invasion of EC109 cells were inhibited by shRNA-HIP1.

Conclusion: Lentivirus interference of target HIP1 can specifically suppress the gene and protein expression
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of HIP1. In addition, HIPI gene silencing can inhibit the migration and invasion of EC109 cells. Therefore, we
suggest that HIP1 may affect the prognosis of esophageal cancer by promoting the metastasis.

Keywords Huntingtin interacting protein 1; lentivirus interference; migration and invasion; esophagus cancer
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Figure 1 HIP1 gene expression in different ESCC cell lines
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Figure 2 HIP1 protein expression in different ESCC cell lines
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Figure 3 EC109 cells were transfected with shRNA-HIP1 ( x 100)

(A) WIHLEF T8 3 T AL B AYEC 10941 il ; (B)ShRNA-HIP1-14EFEAYECI0941J1; (C)shRNA-HIP1-24b FFIEC10941 i 5
(D)shRNA-HIP1-34hHAYEC 1094 il .

(A) Micrograph of EC109 cells infected with shRNA-HIP1 in bright field; (B) Micrograph of EC109 cells infected with shRNA-HIP1-1 in
fluorescent field; (C) Micrograph of EC109 cells infected with sSsRNA-HIP1-2 in fluorescent field; (D) Micrograph of EC109 cells infected
with shRNA-HIP1-3 in fluorescent field.
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Figure 4 HIP1 gene expressions before and after shRNA-HIP1 shRNA-HIP 141 40 il (4 1K 4N = 28 fig 01 W1t [ A%
in EC109 cells (P<0.05) .
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Figure 6 Scratch wound healing assay showed that knockdown of HIP1 inhibited the migration of EC109 cell lines
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(A) Migration differences of EC109 cells at 0 and 48 h before and after HIPI gene silencing ( x 200); (B) Migration distance of EC109 cell
before and after HIP1 gene silencing.
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Figure 7 Transwell migration assay showed that knockdown of HIP1 inhibited the migration of EC109 cell lines

(A)HIP1IEFUTER FJ5 ECLO9AH M 27 38 Transwel /NG 1925 5 (45 M 58 44 0, x 200); (B)HIPIZE VLB T /S EC 10941 2 i
Transwel /N [ 21 4K

(A) Differences of EC109 cells passing through transwell compartment before and after HIP1 gene silencing (crystal violet staining, x 200);
(B) Number of EC109 cell passing through transwell compartment before and after HIPI gene silencing.
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Figure 8 Transewll invasion assay showed that knockdown of HIP1 inhibited the invasion of EC109 cell lines
(A)HIPIEE N RS EC 1094 L 1Y 2 IF 22 57 (4 i 25 G (8, x 200) 5 (B)HIP1EE DNITAR T EC 1094 I 25 B P AR i 4
(A) Differences of EC109 cells passing through Matrige before and after HIPI gene silencing (Crystal violet staining , x 200); (B) Number

of EC109 cell passing through Matrige before and after HIP1 gene silencing.
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