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Expression and clinical significance of ARL4C in testicular germ cell tumors
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Abstract Objective: To investigate the expression and clinical significance of ADP-ribosylation factor-4C  (ARLAC) in testicular germ
cell tumors (TGCT). Methods: The clinical and pathological information of patients with testicular germ cell tumors in GEPIA database and
Tianjin Medical University Second Hospital from 2015 to 2019 were collected to explore the expression of ARLAC in testicular germ cell
tumors and its impact on prognosis. The expression was validated by immunohistochemistry, RT—qPCR and Western bolt. The possible
mechanism was found by STRING database. Results: Compared with normal tissues, ARLAC showed high expression status in
cholangiocarcinoma, glioblastoma multiforme, renal clear cell carcinoma, acute myeloid leukemia, lung squamous cell carcinoma, ovarian
serous cystadenocarcinoma, pancreatic cancer, chromaffin cellular and paraganglioma, gastric adenocarcinoma, testicular germ cell tumor,
thymoma, endometrial cancer and other malignant tumors(all P<0.05). Survival analysis in testicular germ cell tumors showed that patients
with high expression of ARLAC had decreased survival time (P<0.05). The GEPIA database suggested that ARLAC interacted with DIRAST and
correlation coefficient was 0.45(P<0.05). Immunohistochemistry confirmed that DIRAS1 showed a low expression status in testicular germ cell
tumors. Conclusion: ARIAC is highly expressed in testicular germ cell tumors, and its high expression is associated with poor prognosis.
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Fig 1 ARLA4C shows high expression in a variety of cancers
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Fig 2 Expression of ARL4C in testicular cancer and its effect on prog—

nosis
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Fig 3 Immunohistochemistry confirmed the expression of ARL4C in
testis tissue
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