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[Abstract] Objective This study aimed to investigate the expression of TGFBI in infantile hemangioma (IH) of pro-
liferative stage or involuting stage and detect the effects of TGFBI overexpression or knockdown on the biological beha-
vior of hemangioma endothelial cells (HemECs) from proliferative IH by using plasmid and siRNA. Methods TGFBI
expression levels in proliferative IH and involuting IH were detected by immunofluorescence. TGFBI overexpression

plasmid and negative control plasmid were constructed and transfected into HemECs. siRNA for TGFBI and its negative

control siRNA were constructed and transfected into

|WF AHAl 2022-07-04; [fEEIAHA] 2022-09-13

[EETH] R ARPEIES (81901022); IHFRE ARElEIES
(ZR2020QH157, ZR2021MH353)

[1EEEN 2241, Wi+, E-mail: 202016551@mail.sdu.edu.cn
[EEES] AT, FAEEM, L, E-mail: ds63zhang@163.com

HemECs. Western blot was used to detect the expression
of TGFBI in the TGFI overexpression group (OE group)
and its negative control (NC group), as well as TGFBI
knockdown group (si-TGFBI group) and its negative con-
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trol (si-NC group), to confirm the efficiency of transfection. CCK-8 assays were performed to assess the viability of
HemECs. EdU assays were conducted to investigate the proliferation ability of HemECs. Transwell assays were used to
detect the migration ability of HemECs. Tube formation assays were carried out to assess the angiogenic capacity of
HemECs. Extracellular acidification rate (ECAR) assays were performed to investigate the glycolysis level of HemECs.
Results The results of immunofluorescence showed that TGFBI expression was significantly elevated in proliferative
IH compared with that in involuting IH. Western blot showed that TGFBI expression in the OE group was upregulated
compared with that in the NC group, and TGFBI expression in si-TGFBI was downregulated compared with that in the
si-NC group. The viability, cell proliferation, migration ability, and angiogenic capacity of HemECs were promoted in
the OE group compared with those in the NC group, whereas these biological behaviors were inhibited in the si-TGFBI
group compared with those in the si-NC group. In ECAR assays, the glycolysis level of HemECs in the OE group was en-
hanced compared with that in the NC group. Conclusion TGFBI is upregulated in proliferative IH. TGFBI overexpres-
sion enhanced the viability, cell proliferation, migration ability, and angiogenic capacity of HemECs, which indicated

that TGFBI might play a key role in IH progression by accelerating glycolysis. Thus, targeting TGFBI might be an effec-

tive therapeutic strategy for IH.
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