WRFRSEEAEAGE 2026 48 5532 % B LM 81

LA R R H B AR N IR AE AR PR ic W)
I AR iz FH 1t JRe

# K

KEE IFH

MK P REFEILIEFROARER LS ESFH, L340 225001

WE HiEHE4%%S BI(HMGBL) 2 —##A MG AL s TEIAES, R ENEF hEei & 24 h R4
PP BRI REREX —, KAERN ,HMGBl S128 st , mh — AL A5 R EAEMR, SFE a2 Ak Ak
Sy NF A Kk, HMGBL Mgt aa J ) F R AR 09 F S LA, AT 50 27 M2 4 HMGBI /KT 4 dF R & 5
BHEREAE, A4 2 ng/mL A WAL N, HMGBI # W M & 5% 89 2 8F fe s F- 125 31 4 79. 4% Fo 45% ; T VA
7 ng/mLA AW ALK, 587 IR A2 09 RAE Ao 5 H A 60% #259.2% . % RAF R A, HMGB1 5 % B o) fe FE 7%
B EAL, B IR L SRR | SrE BB KR 2 F N 8 f it HMGBI 3t — ¥ &, 87 HMGBL 5
M ymth mEAREA R, PR B RAT4 HMGB-1 KT 50k A2 30d Ao =% 4 B % X5, xF HMGB1 ¢93h A %
M VT A B IF R AR IR F R W B R TS . B AT, 5 E B R S e B kA E Jm B ] SR AR AR I R4k Al HMGB1
ARy MR b R B AR A TG T80 A AR B

XER SZEHFEEGBL; REE; AMiFEY; e

hE4%EE  RS515.3 TEFRIRAS A DOI  10. 11768/ nkjwzzzz20260118

Progress in clinical application of high mobility group box! as a biomarker of sepsis JIANG Da-ming, TAN Ding-yu,
SUN Jia-yan. Department of Emergency, Northern Jiangsu Peoples Hospital, Clinical Medical College of Yangzhou Universi-
ty, Jiangsu Yangzhou 225001, China
Corresponding author: TAN Ding-yu, E-mail: tandingyul981@ 163. com

Abstract High mobility group box 1 protein (HMGB1) is a typical damage-associated molecular pattern protein and
one of the major alarmins released from tissues within the first 24 h of endotoxemia. During sepsis, HMGBI translocates to
the extracellular space and functions as a warning signal, inducing inflammation through two largely independent pathways.
HMGBI plays a central role in the cytokine storm of sepsis. Studies have shown that HMGBI levels in sepsis patients are
significantly higher than those in non-sepsis patients. When the cutoff value is 4.2 ng/mL, the sensitivity and specificity of
HMGBI for diagnosing sepsis are 79.4% and 45% , respectively; when the cutoff value is 7 ng/mL, the sensitivity and
specificity are 60% and 59.2% , respectively. Multiple studies have demonstrated that HMGBI1 is significantly correlated
with organ dysfunction scores. When sepsis is complicated by acute lung injury, acute kidney injury, or disseminated intra-
vascular coagulation, HMGBI levels further increase, suggesting that HMGBI is associated with the severity of sepsis.
Research indicates that the initial HMGBI1 level is significantly associated with the 30-day mortality rate of sepsis. Dynamic
monitoring of HMGBI can better evaluate the clinical prognosis of sepsis. Currently, more research is needed to determine
the monitoring time points and reference values for the clinical use of HMGBI1 as a biomarker for the diagnosis, severity
assessment, and prognosis prediction of sepsis.
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