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ABSTRACT Objective: To investigate the changes of serum high mobility group protein 1 (HMGB1) and insulin-like growth fac-
tor-1 (IGF-1) levels in sepsis patients and their relationship with T lymphocyte subsets and prognosis. Methods: 139 sepsis patients who
were admitted to our hospital from February 2016 to December 2018 were selected. According to defined by sepsis 3.0, sepsis patients
were divided into general sepsis group (n=73) and sepsis shock group (n=66). According to the outcome data after 28 days in ICU, the
patients were divided into survival group and death group. The serum IGF-1, HMGB/1levels, acute disease physiology and chronic health
assessment system Il (APACHE II) scores and T lymphocyte subsets were compared in sepsis patients with different severity and prognosis.
Pearson correlation analysis was used to analyze the relationship between serum HMGBI1, IGF-1 levels and T lymphocyte subsets,
APACHE I scores. Results: The CD8", CD4", CD4/CD8" in general sepsis group were higher than those in septic shock group, and CD8*
was lower than that in septic shock group (P<0.05). The serum HMGBI level and APACHE II scores in septic shock group were higher
than those in general septic group, while the serum IGF-1 level was lower than that in general septic group (P<0.05). CD8" in the survival
group was lower than that in the death group, and CD3", CD4*, CD4"/CD8" were higher than those in the death group(P<0.05). The serum
HMGBI level and APACHE 1I scores in the survival group were lower than those in the death group, and the serum IGF-1 level was
higher than that in the death group (P<0.05). Pearson correlation analysis showed that HMGB1 was positively correlated with CDS8",
APACHE Il scores, negatively correlated with CD3*, CD4*, CD4"/CD8" (P<0.05). Serum IGF-1 level was negatively correlated with CD8",
APACHE II scores, and positively correlated with CD3*, CD4*, CD4/CD8" (P<0.05). Conclusion: There are abnormal changes in serum
HMGBI, T lymphocyte subsets and IGF-1 in sepsis patients. It can be used to evaluate the condition and prognosis of sepsis patients.
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Table 1 Comparison of T lymphocyte subsets in sepsis patients of different severity(xt s)

Groups CD3(%) CD4(%) CD8(%) CD4'/CD8"
General sepsis group(n=73) 56.41% 4.75 42.88+ 4.02 35.71% 3.19 1.20+ 0.25
Sepsis shock group(n=66) 41.24+ 4.47 29.23+ 3.94 44.57+ 4.21 0.66% 0.13
t 16.328 21.487 20.659 19.716
P 0.000 0.000 0.000 0.000
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Table 2 Comparison of serum HMGBI1, IGF-1 and APACHE 11 scores in sepsis patients with different severity(xt s)

Groups HMGBI1(p g/L) IGF-1(ng/mL) APACHE 1I scores( scores )
General sepsis group(n=73) 4291+ 13.07 104.79+ 15.81 4.65% 1.72
Sepsis shock group(n=66) 90.79+ 14.21 66.86+ 15.51 15.68+ 1.28
t 20.693 14.252 21.658
P 0.000 0.000 0.000
®3 AEMEHRSESEN T HEAMRTELR (L 5)
Table 3 Comparison of T lymphocyte subsets in sepsis patients with different prognosis(xt s)
Groups CD3(%) CD4(%) CD8(%) CD4"/CD8"
Survival group(n=101) 55.68+ 5.92 41.92+ 2.83 37.24% 4.19 1.13+ 0.17
Death group(n=38) 32.01 5.01 21.73% 2.53 47.04% 5.14 0.44% 0.08
t 21.864 38.548 11.529 24.000
P 0.000 0.000 0.000 0.000

* 4 FAREWEHSESREME HMGB1,IGF-1 7k APACHE 11 #F43 Lb (Xt 5)
Table 4 Comparison of serum HMGB1, IGF-1 and APACHE II scores in sepsis patients with different prognosis(xt s)

Groups HMGBI1(p g/L) IGF-1(ng/mL) APACHE 1I scores( scores )
Survival group(n=101) 63.81% 15.62 99.68% 10.72 9.16x 2.66
Death group(n=38) 70.50+ 17.22 52.49+ 12.56 11.82+ 3.41
t 2.188 22.048 4.850
P 0.030 0.000 0.000
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Table 5 Analysis of the relationship between serum HMGBI, IGF-1 levels and T-lymphocyte subsets, APACHE II scores

HMGBI1 IGF-1
Indexes
r r P

CD3* -0.542 0.003 0.509 0.010

CD4* -0.436 0.026 0.445 0.022

CD8* 0.492 0.017 -0.464 0.019
CD4"/CDS8* -0.503 0.011 0.573 0.001
APACHE 1I scores 0.465 0.020 -0.511 0.009
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