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Abstract: Objective  To investigate the effect of LPS stimulation on the active release of HMGBI in Cer-
Three cell lines were cultured in
DMEM: HelLa cell lines,C33A cell lines and HUCEC cell lines (Normal cervical epithelial cells). West-

ern blot was used to detect the intracellular and extracellular protein expression changes of HMGB1 be-

vical cancer cells and the ability of invasion and migration. Methods

fore and after LLPS added to the three cell lines. Transwell assay was used to compare the ability of inva-
sion and migration before and after LPS added. Results ~After stimulated with 100 ng/ml LPS,intracellu-
lar total protein HMGBI all decreased in the three cells, while the expression of HMGBI in the superna-
tant increased(P<Z0). 05) ; the ability of invasion and migration in Hel.a and C33A cancer cells significant-
ly enhanced (P<C0. 05). Conclusion LPS could facilitate the active release of HMGBI1 in cervical cancer
cells, and therefore enhanced the ability of invasion and migration.
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sion
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HMGB1

GAPDH

HMGBI in the supernatant

HMGB!1 ; high mobility group box 1; GAPDH:
phosphate dehydrogenase

A:1,4:the HMGBI protein of the Hel.a cells LPS stimulated before
and after;2,5:the HMGBI protein of the C33A cells LPS stimulated
before and after;3,6:the HMGBI1 protein of the HUCEC cells LPS
stimulated before and after; B: 1,4:the HMGBI protein in the super-

glyceraldehyde-3-

natant of Hel.a cells LPS stimulated before and after; 2, 5: the
HMGBI1 protein in the supernatant of the C33A cells LPS stimulated
before and after;3,6:the HMGBI protein in the supernatant of the
HUCEC cells LPS stimulated before and after

A:HMGBI1 protein in the cells before and after LPS stimulation
(GAPDH was the internal reference) B: the change of HMGB1 pro-
tein in the supernatant before and after LPS stimulation

2 LPSHIHAIFEMM AT EiFiR HMGBl EEHEK
(GAPDH HHNZ)

Figure 2 HMGBI protein in the cells and in the supernatant
before and after LPS stimulation (GAPDH was the internal

reference)
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A, B:the cell number of the HUCEC cells LLPS stimulated before and after; C,D: the cell number of the C33A cells LPS stimula-
ted before and after; E,F:the cell number of Hel.a cells LPS stimulated before and after

B3 LPSRIMAEIE=FEAEE AL B TAL (45545 X 400)

Figure 3 The cell number of small rooms invasion assay before and after LPS stimulated in three cells (crys-

tal violet X 400)
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