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Association of high mobility group box protein 1 expression

with prognosis in patients with cardiopulmonary resuscitation
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Abstract: Objective To explore the relationship between high mobility group box protein 1 (HMGB1) expression in pe-
ripheral blood and patients’ prognosis after cardiopulmonary resuscitation( CPR). Method A total of 90 patients who per-
formed CPR after cardiac arrest were collected and divided into P1 group [ invalid ( death) after CPR of 30 minutes) , P2
group ( establishing spantangous circulation for more than or equal to 2 hours after CPR,but died eventually) and H group
(successful CPR and good prognosis) based on the outcomes of CPR (n =30 each). Meanwhile,30 healthy subjects were
served as control group. The serum interleukin(IL)-18,IL4 IL-10 and tumor necrosis factor-a (TNF-a) were determined
by enzyme-linked immunosorbent assay ( ELISA ) , and the levels of HMGBI protein relative expression in blood samples
were tested by Western-blot. Results  There were statistical differences in levels of serum IL-18, TNF-«, IL4,1IL-10 a-
mong four groups(all P <0.05). Compared with control group, the levels of IL-18, TNF-a, IL- 4 ,IL-10 in groups P1,P2 ,H
significantly increased ,and compared with H group, they significantly increased in groups P1 and P2(all P <0. 05). Name-
ly,the serum inflammatory factors levels increased gradually with the increase of the degree of poor prognosis. HMGBI pro-
tein relative expression quantities in groups C,H, P2 and P1 were 101. 23 + 14. 67,175.45 +8.89,213.23 +10. 12,
298.48 +11.48, respectively,and there was statistical difference in the four groups( F =23.561,P =0.000) ,in which the
HMGBI protein relative expression quantities in groups C,H and P2 were significantly lower than that in group P1,lower in
groups C and H than that in group P2, lower in group C than that in group H(all P <0.05) ,namely, the HMGBI protein

relative expression quantities increased gradually with the increase of the degree of poor prognosis. Conclusion  After
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CPR, the release of pro-inflammatory/ anti-inflammatory factors is closely associated with patients’ prognosis.

Key words: Cardiopulmonary resuscitation; High mobility group box protein 1; Interleukin-18; Interleukin-4; Interleu-

kin-10; Tumor necrosis factor-a; Prognosis
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