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ABSTRACT Objective: To investigate the expression level of high mobility group protein -1 (HMGB-1), ferritin (SF) and vascular
endothelin (ET-1) in patients with hypertensive intracerebral hemorrhage and its clinical significance. Methods: 96 patients with
hypertensive cerebral hemorrhage who were treated in Liaocheng Second People's Hospital Affiliated to Taishan Medical College from
June 2014 to December 2017 were selected as the study group, and 80 healthy person in the hospital were used as the control group at the
same time. According to the degree of nerve defect, the study group was divided into mild group with 28 cases, moderate group with 43
cases and severe group with 25 cases, the study group was divided into good prognosis group with 62 cases and poor prognosis group
with 34 cases according to the prognosis. The levels of serum HMGB-1, SF and ET-1 in the study group and the control group, patients
with different degrees of nerve defect and different prognosis were compared. The correlation between serum levels of HMGB-1, SF,
ET-1 and national institute of acute stroke scale (NIHSS) in patients with hypertensive intracerebral hemorrhage were analyzed. Results:
The serum levels of HMGB-1, SF and ET-1 in the study group were significantly higher than those in the control group (P<0.05). The
level of serum HMGB-1, SF and ET-1 increased gradually with the increase of the degree of nerve defect, the differences were
statistically significant (P<0.05). The serum HMGB-1, SF and ET-1 levels in the poor prognosis group were significantly higher than
those in the good prognosis group (P<0.05). Pearson correlation analysis showed that serum HMGB-1, SF, ET-1 levels were positively
correlated with NIHSS scores in patients with hypertensive intracerebral hemorrhage (P<0.05). Conclusion: The expression level of
serum HMGB-1, SF and ET-1 in patients with hypertensive intracerebral hemorrhage is closely related to the degree of nerve defect and
prognosis. The higher the levels of HMGB-1, SF and ET-1, the worse the prognosis of patients. Detection of these indicators has a certain
reference value for the evaluation of patients'condition and prognosis.
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Table 1 Comparison of serum HMGB-1, SF and ET-1 levels between study group and control group( x+s )

Groups n HMGB-1(mg/L) SF(pg/L) ET-1(pg/L)
Study group 96 7.88+ 1.12 179.54% 39.82 80.24+ 16.37
Control group 80 1.28+ 0.62 84.29+ 28.75 37.54+ 8.98
t - 8.624 22.325 15.224
P - 0.000 0.000 0.000
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Table 2 Comparison of serum levels of HMGB-1, SF and ET-1 in patients with different degrees of nerve defect in the study group( x=s )

Groups n HMGB-1(mg/L) SF(pg/L) ET-1(pg/L)
Mild group 28 5.11+ 0.78 127.38+ 22.32 55.87+ 7.68
Moderate group 43 7.46% 0.89% 176.64+ 28.31* 82.75+ 8.68*
Severe group 25 11.69+ 1.12%* 243.78+ 32.72%* 103.22+ 10.35**
F - 16.842 56.328 42.782
P - 0.000 0.000 0.000

Note: compared with mild group, *P<0.05; compared with moderate group, “P<0.05.

R 3IMRARETG BERMFE HMGB-1,SF ET-1 7K F L& (s )
Table 3 Comparison of serum HMGB-1, SF and ET-1 levels in patients with different prognosis in the study group( xzs )

Groups n HMGB-1(mg/L) SF(ug/L) ET-1(pg/L)
Good prognosis group 62 6.77+ 0.51 153.36% 21.52 72.58+ 6.85
Poor prognosis group 34 9.91+ 0.54 227.87+ 25.12 94.12+ 7.11
t - 5.687 16.457 13.456
P - 0.018 0.000 0.000
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