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Effects of different routes of nutritional support on intestinal functions in

early stage of severe burns

CHEN Zhong-yong, WANG Shi-liang, YU Bin, LI Ao (Research Institute of Burn Injury, Southw est Hospital Third Mili-
tary Medical University, Chongqing 400038 China)

Abstract Objective: To study the clinical effects of enteral and parenteral nutrition on the
intestinal functions in the early stage of severe burn injury. Methods: 19 cases of severe bums
were divided into enteral (EN ) and parenteral (PN) nutrition groups. Gastrin, motilin, MDA,
SOD, endotoxin, TNF, DAO and L./ M ratio were determined on the 1st, 4th, 8th and 14th day
postbum. Results; On the 4th and 8th day postburn, serum gastrin and motilin were significantly higher in EN
eroup than in PN group ( P< O 05~0 01) plasma M DA w as obviously low erin EN group than in PN group (P
< 0 0D, and plasma SOD was markedly higher in EN group thanin PN group (P<Z 0. 01). Endotoxin and TNF
w ere significantly lower in EN group than in PN group at most time points (P<Z 0. 01). Serum DAO tended to de-
crease in EN group at most time points and it w as obviously lower in EN group thanin PN group on the 4th day (P
<C 0 01). L/M ratio was obviously lower in EN group than in PN group on the 4th and 8th day ( P<< 0 05~

0.01) and it was correlated positively with DAO, MDA and TNF (P~ 0. 05~0 0D and negatively with SOD (P
< 0.0D. Conclusion: Our findings indicate that enteral nutrition is superior to parenteral nutri-

tion in the early stage of severe burn injury. Enteral nutrition can effectively pereserve secretory
function and motility of the gastrointestinal tract, minimize ischemia-reperfusion injury of the in-
testines, reduce the intestinal permeability and decrease the level of plasma endotoxin and media-
tors of inflamm ation and maintain the barrier function of the intestinal mucosa.
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Tab1 Changes of gastrin and motilin in blood
Group n PRDI PRIY PBDB PBD14
Gastrin EN 10 61.93:12.44 82.55+28.57 72.08 £ 14.57 75.59= 16.84
(pp/mg'L™") PN 9 63.01+17.86 52.90:16.6" 51.34« 13.94" 62.08+12.53
Motilin EN 10 209.12 +46.91 M1.99 388 17"* 424 .62+ 93,3144 423,23+ 141 11**
(oufng'L™') PN 9 201.20.+ 37.68 210.20£55.05"" 276.79 + 71.B8™* 367.88 = 7688 #4

*#: P <005, : P <0.01 vs EN group; #: P <0.01 s PBDI

®2 mMEHZEINEFDELERHEL
Tab 2 Changes of MDA and SOD in plasma
Croup n PRI PB4 PRDR PBDI4
MDA EN 10 6.82+1.50 5.4910.88 6.01 £ 0.87 5.85+1.23
(aM/ml) PN 9 6.54x1.14 B.36x1.11°" 7.73:0.73" 6.7310.9
S0D EN 10 §2.43 = 18.63 108.91 & 14.74* 115.35 £ 17.90* 116.05 £ 20,59
(Nw/ml) PN 9 85.89+ 17.39 66.25 1 13.74* 82.08 +21.62" 97.39+22.39

*%: P «<0.01 w EN group; #: P <0.05, ##: P <0.01 w PBDI
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Tab 3 Changes of endotoxin. TNF and DAO in plasma

Group n FRDI FBIM PRDS PBDI4
Endoioxin ~ EN 10 0.320+0.07% 0.6520.135%* 0.53010.205%" 0.438£0.119
(En/ml) PN 9 0.330x0.074 0.853 £ 0. 1034 0.780+ 0. 1454+ 05550, 199"

TNF EN 10 1.563+0.249 2.331 + .236%* 2.252+0.338"" 2.237+0.350%*
(ng/ml} PN 9 1.678+0.246 3.258 £ 0.463%4 " 3.183 £ 0.621%*" 2.957+0 61174
DAO EN 10 3,440+ 0.636 2.583 +0.388" 2.204 + 0.365"* 2.19] £0,524%F
{Ufml) PN 9 3.5742 1.205 3.4330.586" 2.574+0.789 2.263+0.903%
#*: P <0.01 o EN group; # : P<0.01, ##: P <0.01 »s PBDI
2.4 iF —he £ 4LEE 25 il
PBD1 ,EN PBDI . EN L% M%. /M .PN L% I/M
PN PBDI14 , ,PN PBD4 EN PBD4 PBDI, LY PBI4EN PN ,I/M EN
(P< 0 01), 3. PBD4.PBDS PN (P< 005 P< 00D, 4.
®4 RIFWEL).HESEMHEEER LIMBEN
Tab4 Changes of L% ,M% and L/M ratio in urine
Group a PBDI PBD4 PBD& PBDI4
EN 10 L% 3.2020.87 1.26+0.38" 2,49:0.77 2.66+0 87
M% 18.19£6.29 21,11+ 4.74 14.96 +4.32 18.22+4.18
LM 0.1950.048 0.160+0.045™ 0.169+0.028" 0.148 0 034
PN 9 L% 3.67:+1.08 5.6921.01% 4.35x2.61 3.55x0.71
M% 20.35+8.85 21.4425.41 20,22+ 10.18 20.41+6.29
LM 0.151 + 0. 040 0.274 £ 0.044 ** 0.213+0.027 0.1830 (48
%#; P <0.05, %% ; P <0.01 45 PN group; #: P <0.05, #% : P <0.01 s PBDI
2.6 ARKOHT , )
/M TNF (r=0.7598 P<< 0.01). MDA (r = .
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