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Protective effect of sh-RNA silencing HMGBI1 on lung injury in septic mice”

ZHANG Bo,LI Yongxiang ,FAN Jiawei , KANG Chao
(Department of Emergency ,Liaocheng Municipal Second People’s Hospital /A f filiated
Liaocheng Second Hospital of Shandong First Medical University, Linqging ,Shandong 252600 ,China)

[ Abstract] Objective
1(HMGBI1) on lung injury in sepsis mice. Methods
ride (LPS) and randomly divided into the phosphate buffer (PBS) group,LPS group, LPS+sh-RNA negative
control (sh-NC) group and LPS+sh-HMGBI1 group. The expression levels of serum prostaglandin E2 (PGE2)

and inflammatory factors (TNF-q,IL-18 and 11.-6) were determined by the enzyme-linked immunosorbent as-

To investigate the protective effect of sh-RNA silencing high mobility group box

The mice sepsis models were induced by lipopolysaccha-

say (ELISA),and the activity of myeloperoxidase (MPO) in lung tissues and apoptosis of tissue cells in each
group were detected. Results The expression levels of PGE2, TNF-a,1L-18 and IL-6 in the LPS group were
significantly higher than those in the PBS group. The expression levels of PGE2, TNF-«,IL-18 and IL-6 in the
LPS+sh-HMGBI group were significantly lower than those in the LPS-+sh-NC group (P <C0. 05). The activi-
ty of MPO and the proportion of apoptotic cells in the LPS group were significantly higher than those in the
PBS group,while the activity of MPO and the proportion of apoptotic cells in the LPS+ sh-HMGBI1 group
were significantly lower than those in the LPS+sh-NC group,and the differences were statistically significant
(P <C0. 05). Conclusion

damage to lung tissue. In vivo silencing HMGBI1 could inhibit the inflammation response and has the protec-

[LPS-induced sepsis could stimulate the inflammatory response and cause significant

tive effect on lung injury.

[Key words] high mobility group box 1;myeloperoxidase;sepsis;lung injury;apoptosis
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