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ABSTRACT Objective: To explore the impact of limited fluid resuscitation combined with norepinephrine on hemodynamics and
oxygen metabolism in septic shock. Methods: 62 patients of septic shock were divided randomly two groups according to resuscitation
methods. Treatment group (n=31) was given limited fluid resuscitation, control group (n=31) was given conventional fluid resuscitation.
Changes of indicators of hemodynamics and oxygen metabolism were observed, and incidence of DIC, MODS, ARDS and mortality
within 2 weeks were recorded. Results: At 1 h, 3 h and 6 h after treatment, levels of CVP and MAP were increased significantly, and HR
was decreased significantly in the two groups (P<0.05). At 3 h, 6 h after treatment, MAP level of the treatment group was significantly
lower than that of the control group (P<0.05), while there was no statistically significant difference in HR and CVP between the two
groups (P>0.05). At 1 h, 3 h and 6 h after treatment, the PaCO,, PaO,, SaO, and PaO,/FiO, were all improved in different degrees in the
two groups, and at 3 h, 6 h after treatment, PaO, and PaO,/FiO, were significantly higher in the treatment group than those in the control
group (P<0.05). After 3 d treatment, the incidence of MODS in the treatment group was significantly lower than that in the control group
(P<0.05), while there was no significant difference between the two groups in hypotension, ARDS, DIC and mortality within 2 weeks
(P>0.05). Conclusions: Limited fluid resuscitation combined with small dose of norepinephrine for septic shock can contribute to main-
tain hemodynamic stability, improve oxygen metabolism, reduce the occurrence of complications and improve the prognosis.
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Table 1 Comparison of the hemodynamic indexes between two groups at different time points(xt s)

Index Before treatment At 1h after treatment At 3h after treatment At 6h after treatment

Treatment group(n=31) 6.5 1.5 9.5t 1.6 11.8¢ 3.5 112+ 2.7

CVP(mmHg)
Control group(n=31) 6.5+ 1.2 9.0+ 1.8* 11.2+ 3.7 12.7+ 3.6
Treatment group(n=31) 57.2+ 9.6 73.9+ 11.2 75.8+ 10.3 772+ 7.2

MAP(mmHg)
Control group(n=31) 58.5+ 11.7 80.9+ 15.3* 82.2+ 9.4* 85.2+ 7.6*
Treatment group(n=31) 113.5% 14.3 110.6x 12.9 959+ 9.4 93.6+ 8.7

HR(time * min™)
Control group(n=31) 1157+ 16.4 108.6+ 11.3* 95.1£ 7.5 90.2+ 6.6

Note: Compared with treatment group, *P<0.05.
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Table 2 Comparison of the oxygen metabolism index between two groups before and after treatment(xt s)
Index Before treatment At 1h after treatment At 3h after treatment At 6h after treatment
PaCO, (mmHg) Treatment group(n=31) 425+ 1.3 40.8+ 5.5 46.1 5.2 392+ 5.6
Control group(n=31) 427+ 1.4 412+ 5.1 479+ 53 40.7+ 5.9
PaO,(mmHg) Treatment group(n=31) 80.2+ 9.6 95.8+ 12.6 98.4% 8.6 107.5+ 10.0
Control group(n=31) 81.5%+ 11.1 90.4%+ 11.3 93.4+ 12.4%* 98.4+ 10.6*
Sa04(%) Treatment group(n=31) 955+ 1.5 96.7+ 1.5 98.9% 0.6 99.5+ 0.7
Control group(n=31) 959+ 1.8 96.3+ 1.3 98.6+ 0.7 99.4+ 0.9
PaO,/FiO, Treatment group(n=31) 115.7+ 14.6 128.6+ 15.3 193.7+ 16.5 235.5+ 23.8
Control group(n=31) 114.3+ 13.7 121.6% 14.1 154.6+ 18.7* 184.6+ 23.7*
Lac(mmol/L) Treatment group(n=31) 0.94% 0.16 0.93+ 0.14 0.94% 0.18 0.95+ 0.15
Control group(n=31) 0.92+ 0.17 091+ 0.16 0.93+ 0.17 0.94+ 0.14
Note: Compared with treatment group, * P<0.05.
3 WAHKERRILELLE[BI(%)]
Table 3 Comparison of the incidence of complications and mortality between two groups[n(%)]
Groups n Hypotension ARDS DIC MODS Mortality
Treatment group 31 3(9.7) 7(22.6) 6(19.4) 2(6.5) 4(12.9)
Control group 31 1(3.2) 11(35.5) 9(29.0) 8(25.8) 9(29.0)
x 1.07 0.78 1.88 2.43
P >0.05 >0.05 >0.05 <0.05 >0.05
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