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Effect of dexmedetomidine on inflammation and prognosis in elderly patients with sepsis requiring
mechanical ventilation

YU Le—chang', YANG Li-heng?,ZHANG Qiang'

(1.Department of Health Care,The General Hospital,, Tianjin Medical University, Tianjin 300052, China;2.Department of Respiratory,
Tianjin Chest Hospital , Tianjin 300222, China )

Abstract Objective: To investigate the effect of dexmedetomidine(Dex ) on inflammation and prognosis in elderly patients with sepsis
requiring mechanical ventilation. Methods: The clinical data of 64 eligible patients with sepsis requiring mechanical ventilation in the
Elderly ICU of the General Hospital of Tianjin Medical University from September 2015 to August 2019 were retrospectively reviewed.
They were divided into routine treatment+Dex group(Dex group,36 cases )and routine treatment group(28 cases). The collected information
included demographic characteristics , acute physiology and chronic health evaluation (APACHE Il score )and sequential organ failure
assessment(SOFA score )at admission of ICU, mechanical ventilation time,ICU length of stay, medical comorbidities, site of infection,
proportion of T cell subsets (CD4*T,CD8*T), ratio of CD4* to CD8*,apoptotic rates(CD4*T,CD8*T), cytokine levels(IL-6,IL-10,and
TNF —a )before treatment and on the 3rd and 7th days after treatment. The occurrence and mortality of multiple organ dysfunction
syndrome (MODS )during ICU admission were calculated ,and the 28 —day survival status of the two groups during the ICU stay was
analyzed. Results: There were no significant differences between the two groups with respect to age,sex, APACHE II score,SOFA
score , mechanical ventilation time, ICU length of stay,underlying disease, site of infection(all P>0.05). The proportion of CD4* T cells
and CD4%/CD8* on the 7th day after treatment increased compared with that before treatment,and the Dex group was higher than the
control group, while the apoptotic rate of CD4* T cells decreased compared with that before treatment, and the Dex group was lower than
the control group(1=2.670,1.960,-1.984,all P<0.05). In general , the levels of TNF~a and IL—6 in the two groups showed a downward

trend, TNF-a and IL-6 levels on the 7th day after treatment decreased significantly compared with those before treatment,and the Dex
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group was lower than the control group(¢=2.159,-2.382,both P<0.05). The incidence of MODS(*=0.638 Jand mortality(y*=0.145 )were not

statistically significant during the ICU stay(both P>0.05 ). However, the 28—day survival rate of patients in the Dex group was higher than

that in the control group (Log-rank=4.099,P<0.05 ). Conclusion: Dex may adjust the proportion of T lymphocyte subsets in elderly patients

with sepsis requiring mechanical ventilation, reduce the level of inflammatory indicators,and increase the 28—day survival rate during the

ICU stay, thereby improve the prognosis.
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Tab 1 Comparison of clinical data between the two groups[x+s,n( % )]

i PR ([:Z‘;ﬂ) '%'?Eﬁggﬂ vk P
AEIE (%) 81.28+6.51 82.64x7.66  0.770 0.444
B 24/12 19/9 0.012 0915
APACHE T 943 (43)  18.72+3.18 19.21+3.48  0.590 0.558
SOFA P43 (43) 12.25+3.27 13.50£3.78  1.417 0.161
HUGE S E] (d)  16.5(13.3,22.0) 13.5(10.0,18.0) -1.730 1.084
AEICU BB (d)  19.5(15.0,26.5) 15.5(11.3,21.8) -1.750 1.081
LRI
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P B A 5(13.89) 3(10.71) 0.000 1.000
1B LTIREA 4 7(19.44) 5(17.86) 0.026 0.872
i 100459 9(25.00) 8(28.57) 0.103 0.748
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Tab 2 Comparison of the proportion of peripheral blood T cell subsets and their respective apoptosis rates between the two groups(xzs )
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Tab 4 Comparison of the incidence of MODS and mortality during
the ICU stay between the two groups(n )
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MODS %A= 1# 5t 25 22 0.638  0.424
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Fig1 Comparison of the 28—day survival rate during the ICU stay

between the two groups
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