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Tab 1 Changes of urine volume after burns (gy /ml h!)
Preburn (h) Post burn (h)
Group n
24 12 24 24~ 48 48 72
4 10 11. 48 1. 72 1.83 2.72 1. 25
Burne +368 +£046 +£1.36 + 148 +097
11. 58 2. 26 3.47 3. 83 2. 40
Treated 10

+355 03¢ £1.4¢8 £ 118 £ 12F

# : P <0.05 vs burned group
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Tab 2 The comparison of plasmic MDA level ( ¢z /nmol° mI' ') (N E/E)Q/J ot
Post b ti h
Group . ost burn time (h) , NE /E 2% h
12 24 48 72
Burned 10 2. 978 4. 873 3.081 3. 853 ,48h ; 3d NE/E
+ 0638 £ L5100 +£0.665° =+ 0 683 , 24 h (P <
Treated 10 2. 036 3244 2. 841 3.033 0.01 4
+ 0.81F% £ 0 364% =+ 0.291 + 0. 607 -01),
Normal 10 2. 004
+ 0675 4 NE/E [ws /g (24 h)" "]
MDA malondiadehyde;* = P < 0.05** : P <0.01vs nor- Tab 4 The changes of NE /E ratio in urine after

mal control;# : P < 005,## : P> 0.0l vs burned group burns [wg /g (24 h)~ "]

25 Bidk A BURES A 8 Y L P Post bur (1)
roup
, 24 72h 24 24 48 72
(P 0. 05 001, 3 Burned 10 1. 212 2.819 1. 161 1. 269
+ 0 177 + 1.336* +0.180 &£ 0.232
o -1
3 Es/ng® L) Treated 10 1322 1.419 1176 1192
T 3 Changes of cortisol level in serum after burns (O /ng° L") 4+ 0208 £ 0.157* £ 0.232 =+ 0 184
Group " Post burn (h) NE norepinephrine, E epinephring ** : P < 0. 01
12 24 48 2 vs preburn; # # : P <0.01 vs burned group
Burned 10 7. 50 33.87 14. 67 42. 93
+ 419 =+ 11.16* +5.73 + 10. 93*
Treated 10 1144 1564 10.83 14, 75 27 do AL d S IME T Tk E R AR
t544 £ 7.8 =597 £ 5 17FF
Normal 10 5.81
+ 2.63 (P <0.05),
*: P <0.05 ** : P <0.0l v§ normal control; # : P 5

<0.05 ## : P <0.01 vs burned group
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Tab 5 The Evans blue-protein concentration in blood and different tissues

Group  n B]O.Od_ | SuAb eschar N .Liver N l?idn ey B ‘Lung B S i.ntestine_ |
Cptg L) (wgtg 100 mg ') (wplg 100 mg ') (wphg 100mg™") (wptg 100mg™") (wpht g 100 mg )
Normal 10 32 62H 5. 268 1. 789t 0. 397 1.797 0. 281 2. 128% 0. 266 2. 284t 0. 465 2. 098t 0. 499
Burned 10 43, 547+ 7. 712" 3. 29H 0. 224° 2.67H 0.384" 2.979t 0. 711" 2 67H 0. 175 2293t 0. 624
Treated 10 36. 105E 5. 604 2. 962+ 0. 244 1.914+ 0. 155 2.278t 0.56% 2 47H 0. 355 2195t 0. 432

The representative unit in blood g # ¢ I7'; in tissues wg % g (100 mg)~' S. intestine Small intestine; * : P < 0. 05,
#* : P <0.01 vs normal control; # : P <0.05 vs burned group
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Study of effects of riboflavin on systemic damages in early stage postburn

In rats
Rong Xinzhou, Xiao Guangxia, Li Ao, Zhang Yaping, Tang Chenggong (Research Institute of Burns, Southw est
Hospital, Third Military Medical University, Chongqing, 630038)

Abstract After the rats were inflicted with 3% TBSA full thickness burns, they were intraperitoneally
injected with riboflavin and then blood and urine volume, level of urine riboflavin, plasma malondialdehyde,
serum cortisol and urine catecholamines, and microvascular permeability of various tissues and organs were
determined. Those of the normal rats and burnt rats without riboflavin treatment w ere determined likewise to
serve as the negative and positive controls. The findings were as follows (1) The urine volume was higher in
the rboflavin—treated rats than in those without treatment in the shock stage ( P <0 01). (2) The plasma
malondialdehyde level was significantly lower in the riboflavin—treated rats. (3) The level of plasma cortisol
and urine epinephrine were maintained relatively stable in the treated rats. (4) The Evans blue—protein con—
tent in the plasma, liver, kidneys and subeschar tissues was lower in the treated rats than in those without
treatment. (5) The survival rate of the burnt rats in the 24th hour postburn was significantly higher in the
treated rats than in those without. These findings suggest that the administration of riboflavin in the early
stage postburn can maintain a reasonably sufficient blood volume and prevent drastic stress reaction and lipid
peroxidation from occurring. Consequently, the survival rate of the rats is improved.
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