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[Abstract] Objective To evaluate the effects of different enteral nutritional (EN) supportive therapies on
blood glucose stability and inflammatory mediators in critical patients. Methods 102 critical patients admitted in
intensive care unit (ICU) of Suzhou Hospital of Integrated Traditional Chinese and Western Medicine were divided into
a study group (Kangquanli therapy group) and a control group (Nengquanli therapy group) by means of random number
table, each group 51 patients. Generally, according to 125.52 J + kg™ + d™' energetic standard, the energy was provided
and the patient's total necessary amount of energy for each day was calculated. Before treatment and after treatment for
3 days and 5 days, the tumor necrosis factor— a (TNF- ), interleukin—6 (IL-6), C-reactive protein (CRP) and white
blood cell count (WBC) were observed in the two groups. After the beginning of EN therapy, the blood glucose level
of the patient was observed every two hours and was marked by 0, 2, 4, 6, 8, 10 hours; the blood glucose stability was
indicated by the absolute value which was made by the latter 2 hours blood glucose level minus the former 2 hours level,
and the absolute values were marked by 2, 4, 6, 8, 10 hours. Results Three days and 5 days after the treatment, the
levels of WBC, TNF-«, IL-6, CRP were significantly decreased compared with those before treatment [control group:
WBC (x 10°/L): 12.89 +2.96, 10.00 = 2.60 vs. 13.75 + 3.68, TNF— « (ng/L): 9.65 + 3.98, 11.56 + 3.53 vs. 12.63 = 5.72,
IL-6 (ng/L): 26.62 + 6.56, 15.42 + 5.65 vs. 36.02 + 7.13, CRP (mg/L): 44.29 + 14.12, 43.98 + 10.50 vs. 105.42 + 44.96;
study group: WBC (x 10°/L): 11.68 = 3.00, 9.56 +2.65 vs. 14.50 = 3.46, TNF- o (ng/L): 9.58 +2.75, 10.18 + 4.12 vs.
13.56 + 6.32, TL—6 (ng/L): 18.72 + 16.52, 16.98 + 11.56 vs. 35.86 + 35.68, CRP (mg/L): 49.21 + 11.03, 40.26 + 30.02
vs. 106.89 +£57.69, all P < 0.05], but there were no statistically significant differences in above indexes at each time
point after treatment between the two groups (all P > 0.05). After treatment, the blood glucose levels (mmol/L) of both
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groups were increased to various extent, but those of study group at time points 4, 6, 8, 10 hours were obviously lower
than those of the control group (4 hours: 9.58 +1.94 vs. 10.98 £ 3.45, 6 hours: 8.60 £ 1.59 vs. 12.64 +3.48, 8 hours:
8.55+2.02 vs. 11.67 £4.21, 10 hours: 8.68 + 1.97 vs. 10.96 +2.82, all P < 0.01). From 4 hours after treatment, the
amplitude of blood glucose fluctuation (mmol/L) in the study group was obviously lower than that of control group
(4 hours: 1.77 £ 1.26 vs. 2.58 +2.08, 6 hours: 0.78 + 0.52 vs. 2.85 + 1.89, 8 hours: 0.45 + 0.32 vs. 2.68 + 1.90, 10 hours:

0.46 £0.34 vs. 1.69 £ 1.28, all P < 0.05).

Conclusions

Early EN supportive therapy can significantly reduce the

levels of inflammatory cytokines in critical patients. Kangquanli is superior to Nengquanli in control of blood glucose in

such patients.
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