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Effects of Modified Huanglian Jiedu Decoction on Hemodynamics and Microcirculation Perfusion in

Patients with Sepsis of Blazing Heat—toxin Syndrome
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[Abstract] Objective To explore effects of Modified Huanglian Jiedu Decoction on hemodynamics and microcirculation
perfusion in patients with sepsis of blazing heat-toxin syndrome. Methods A total of 60 patients meeting diagnostic criteria were
selected and divided into observation group (n=30) and control group (n=30) According to random number table method. The
control group was treated with conventional western medicine such as traditional anti—infection, symptomatic support and stablizing
internal environment, while the observation group was treated with Modified Huanglian Jiedu Decoction on the treatment basis of
the control group. Index changes of hemodynamics and microcirculation perfusion in the 2 groups were observed before the
treatment, as well as 24 h and 48 h after the treatment. Results After 24 h and 48 h after the treatment, heart rate (HR), mean
arterial pressure (MAP), central venous pressure (CVP), systemic vascular resistance (SVR), norepinephrine (NE), blood lactic acid

(LAC), oxygen saturation of mixed venous blood (SCVO,) and significance of venoarterial carbon dioxide difference (Pcv—aCO,) in the
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2 groups were significantly improved, compared with those before the treatment (P<0.05), and the improvement of each index in the

observation group was more obvious than that in the control group (P<0.05). Conclusion The combination of conventional

western medicine and Modified Huanglian Jiedu Decoction can effectively improve hemodynamic indexes and tissue hypoperfusion

level in patients with sepsis of blazing heat—toxin syndrome, providing reference for clinical treatment.

(Keywords) sepsis; blazing heat—toxin syndrome; Modified Huanglian Jiedu Decoction; hemodynamics; microcirculation
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WA 30 19 11 4147+11.12  12.62+3.18 14.76+5.62 3.44+0.31 23.76+1.66 24. 874822 8.45+2.34
X4l 30 17 13 42.85+1243  11.76+4.42  14.62+6.16 3.37+0.69 23.76+2.03 25.25+7.68 8.31+1.98
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415 I i) n HR/(¥% *min™) MAP/mmHg CVP/ecmH,0 SVR/(Kpa-s/L) NE/(pg-kg!-min™)
W2 EpEgil 30 114.3+11.7 57.9+4.9 4.2+32 60.32+2.31 0.41+0.22
HBIT)E 24 h 30 94.1+17.9%4 75.3£5.8% 6.3+1.2%% 78.1423.26%" 0.29+0.39%4%
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Xt B 41 YT 30 113.1+16.2 57.6+7.6 3.9+2.8 59.36+3.03 0.4620.46
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H: HIRITHT A, *P<0.05; 5 X% AL L, AP<0.05, A AP<0.01
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PR 24 h 30 2.0+1.3% 68.9+7.6% 5.33.9%
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TE: SIRYTHT LA, *P<0.05; 5 % AL &L, AP<0.05, A AP<0.01
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