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Value of monitoring oxygen metabolism in multiple organ dysfunction syndrome after severe trauma TJAN
Li-huays GAO Weis HU Duan, ZHAQ Hong, YI Cheng-la. Department of Traumatic Surgery, Tongji
Hospital s Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, Hubei,
China

[Abstract] Objective To study changes in oxygen metabolism and evaluate metabolic status in tissue
and cell after severe trauma, and to investigate value of monitoring oxygen metabolism in the course of
development of multiple organ dysfunction syndrome (MODS) in trauma between patients. Methods The
data of 146 patients with severe trauma in Tongji Hospital were collected. The variables pertaining to oxygen
metabolism were analyzed, and the data were compared between patients with risky trauma and those with
severe trauma, between patients complicated with MODS and non ~ MODS (NMODS), and between
survivors and nonsurvivors. With patients with minor trauma as control, the data were analyzed according to
injury severity score (ISS), revised trauma score (RTS), acute physiology and chronic health evaluation I
(APACHE I ), trauma and injury severity score (TRISSgrs) methods for trauma and outcome study of
probability of survival (Ps). Results Oxygen metabolism abnormality was found after trauma, and it was
correlated with ISS, RTS, injured organ or region and number of injured organs, shock, systemic
inflammatory response syndrome (SIRS) and respiratory complications. It was more intense in the patients
with MODS. There was marked difference in the ratio of change in oxygen metabolism between MODS and
NMODS groups. Oxygen deficiency metabolic variables tended to deteriorate in the nonsurvival group. More
marked changes in metabolic variables indicated severer organ dysfunction, reaching their peak values before
death. Conculsion Changes in level of oxygen metabolism might be closely correlated with development of
MODS in trauma patients. Dynamic monitorings of metabolic status of tissue and cell are valuable in
predicting the development of MODS after severe trauma.
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Table 1 Comparison of oxygen metabolism variables in each group at early stage of trauma(x=+s)

4 51 BB CHD  PaOy(mm Hg) 5a0), CaO;(ml/L) PaCQ,(mm Hg) RTS (4
fa 4 46 76.19+17, 3804+ 0.7740,1400~ 114. 7436, 62 46, 26+2. 66 6.77+£3. 3804
B 61 83. 5613, 6942 0.8540, 1342 138.24+33, 72 44.75+2. 39 9.47+4. 3600
Bt A 39 97,75+ 2. 87 0.9740. 06 185,34+18.5 41.5843. 69 11. 03£1.73

W H R X R LB 4 P<C0. 05,24 P<0. 01; 5T {5 £H th ¢ . * P<C0. 0531 mm Hg=0. 133 kPa
# 2 MODS 5 NMODS AEX|MAWHEIFLR 1
Table 2 Comparison of oxygen metabolism variables in MODS and NMODS groups(x+s)

A5 P % (D L/P RI OItmm Hg) AKBR APACHE I (41) SevO,
MODS 4 43 21. 25:&:8.47AA"’f 1,6740,4708%% 207, 35464, 5304% 0.67+0, 35047 26.3318. 4700 0,4740,17%#
NMODS 44 64 14,56+4.73 0.6910, 35 285.47172. 65048 0.954:0, 39 20, 38+8. 6344 0,5940. 15
B3 RA 39 10. 87+1. 58 0,2840.11 366, 7859, 27 1,2240.47 9,59%6, 31

W HRAX RA S A4P<0,01; 5 NMODS 4 8 * P<<0, 05, ## P<C0, 01


http://www.cqvip.com

D 000 http://www.cqvip.com]

FTEEERANEFR2007F1 AF 198% 1 Chin Crit Care Med, January 2007, Vol. 19,No. 1 e 23 ¢

£3 RTASHEEEEAXER BRI (L)

Table 3 Comparison of oxygen metabolism variables in survival and nonsurvival groups (x+s)

£H 51 BE(HD  ABL(mmol/L) BD(mmol/L) UUA(mmol/L) CRP(mg/L) ABP (mmol/L) Ps(TRISS)
WiH 21 11,5645, 42% "84 - 21,4748, 65" *L84 6, 7941, 44* DD 129, 32431, 27 *24 0,1940.06*42  0.5140, 297848
FEd 86 5,57+3.378 -9.53+5, 22848 3,41+1.582 42.35+37. 7484 0,150,042 0,560, 32
B3 4 39 1. 4640.59 -0.1543.53 2.1541.47 7.3845.83 0.1140. 05 0.8640.13

W 540 R H A A P<<0. 05,54 P<C0. 01 S7ETE 4 L §% . * P<C0. 05, * * P<C0. 01
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