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Dynamic expression level of plasma HMGBI1 and clinical significance in patients with sepsis shock "
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Abstract; Objective To explore the dynamic change of high mobility group box-1(HMGB1) expression in sepsis shock patients
and its relationship with prognosis. Methods A total of 98 patients with septic shock in ICU from March 2014 to March 2016 were
collected as the research subjects and divided into the shock group (48 cases) and control group(50 cases) according to whether de-
veloping shock at admission. The HMGBI levels and APACHE [ scores change within 28 d after admission were compared be-
tween the two groups;the shock group was divided into the group A (HMGB1<{35 pg/mlL.,30 cases) ,BC(HMGB1>35 pg/mL,18
cases) according to the HMGBI level before treatment, the two groups were observed for 3 months from the day admitted to hospi-
tal. The APACHE]] score,Scv0, ,lactic acid concentration and lactic acid clearance rate after 7 d treatment, ICU mechanical venti-
lation use rate and survival rate within 3 months were compared between the two groups. Results The HMGBI level and A-
PACHE]l scores before admission had no statistical difference between the shock group and control group(P>>0. 05) ; the HMGB1
and APACHEl scores on 7,14,21,28 d after admission in the shock group were significantly higher than those in the control
group, the difference was statistically significant(P<Z0. 05) ;the APACHE ] score,mean lactic acid clearance rate and ScvO, after 7
d treatment in the group A were significantly higher than those in the group B, the difference was statistically significant ( P <C
0. 05) , the survival rate within 3 months after admission in the group A was also significantly higher than that in the group B.the
difference was statistically significant(P<Z0. 05) , while the lactic acid concentration and ICU mechanical ventilation use rate after 7
d treatment in the group A were significantly lower than those in the group B with statistical difference(P<C0. 05). Conclusion The
HMGDBI level change has a strong correlation with the prognosis, the higher the HMGBI level, the worse the prognosis of patients
with septic shock, HMGBI can be used as an important indicator of monitoring disease condition changes in sepsis, which is worthy
of attention in clinical laboratory.
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#) AR () : — :
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Z M, — 5 T HMGBL W &, — 3 0{_R £ T — 80 C4&
Al . HMGBI 3% FH B B¢ 008 Wi B o CELISA) 947 I & o 7 F st
MG FENEFEDRHE A R A AR HMGBL & il it
M &5 2% Thermo 24\l $ i WELLSCANMK2 B34, H1 0

e I It SR R (ScvO, ) A2 2R L €032 il 37 2, A ik 8 )
K FH i o 359 7 P il 28 7 CS-600B 1 4 B 3 48 6 43 BT A K
W FLRR T B 2 = (IR IR R M FLAR W & L1— & 75 2 h i FL
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BB AR B DA G
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