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Relationship of serum high mobility group protein B1 , histone deacetylase 3 ,and resistin levels with bone mar-
row edema and pain severity in patients with periankle injuries
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ABSTRACT Objective: To analyze the relationship of serum high mobility group protein Bl (HMGBI1 ) , histone deacetylase 3( HDAC3) ,
and resistin levels with bone marrow edema( BME) and pain severity in patients with periankle injuries. Methods: One hundred and eighty
patients with periankle injuries were enrolled and divided into a BME group and a non-BME group based on the presence or absence of
BME on MRI. The serum levels of HMGB1,HDAC3, and resistin in both groups were detected using ELISA , and the pain levels were as-
sessed. The extent of BME in the BME group was determined by the area of high-signal intensity on fat-suppressed T2-weighted images in
the sagittal plane. The relationship between serum HMGB1,HDAC3 ,and resistin levels and BME , as well as their correlation with the extent
of BME and pain severity, were analyzed. Results: The serum levels of HMGB1, HDAC3, and resistin were significantly higher in BME
group compared to non-BME group (¢ =10.518,P =0.000;z=8.213,P =0.000;¢ =10.497,P =0.000) . The extent of BME in the BME
group was(75.67 +18. 88) mm2, with 33 cases of severe pain,45 cases of moderate pain,and 12 cases of mild pain. In the non-BME
group , there were 9 cases of severe pain,42 cases of moderate pain,and 39 cases of mild pain. The pain severity was significantly greater in
BME group compared to non-BME group (Z = - 5.287,P =0.000). Multivariate logistic regression analysis identified serum HMGBI ,
HDAC3, and resistin levels as risk factors for BME following periankle bone contusions (8 = 1. 153, P =0. 000, OR = 3. 169 (2. 027,
4.954) ;8=1.266,P =0.000,0R =3. 548(2.070,6.082) ;8=1.006,P =0. 000,0R =2. 735(1.649,4.535) ). Correlation analysis re-
vealed that,in patients with BME, serum HMGB1 ,HDAC3 , and resistin levels were all strongly positively correlated with both the extent of
BME and the degree of pain(r=0.726,P =0.000;r=0.779,P =0.000;r =0.758,P =0.000;r, =0.803,P =0.000;r, =0.762,P =
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0.000;r, =0.784,P =0.000) . While in patients without BME , these serum markers were all weakly positively correlated with the degree of
pain(r, =0.215,P =0.042;r, =0.208,P =0.048;r, =0.221,P =0.037). Conclusion; Elevated serum levels of HMGB1 ,HDAC3 , and

resistin are risk factors for BME in patients with periankle injuries,and higher levels of these biomarkers are associated with a larger extent

of BME and greater pain severity.
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