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An experimental study of myocardial injury by hydrofluoric acid burn in rabbits YAN Feng, RUAN
Shirong, LI Yanhong, et al. Department of Burns,251st Hospital of PLA, Zhangjiakou 075000,P. R. China
[ Abstract]  Objective  To investigate the myocardial injury by hydrofluoric acid burn in rabbits

Methods New Zealand white rabbits were injured with 2% TBSA II degree skin burn on the back by
hydrofluoric acid. The blood and tissue samples were taken from the rabbits after injury for the detection of
Results (1) Postburn myocar-
dial enzymes increased significantly compared to those before burn ( P < 0.01). (2) All the myocardial en-
zymes reached their peak levels within 48 postburn hours and were higher than those before burn ( P <
0.01). (3)Among all the enzymes, CPK increased by 97.5% and those of LDH, AST and CK - MB by
81.9% , 76.1% and 60.3% , respectively. (4)Pathomorphological findings with LM were granular degen-

myocardial and related enzymes and the pathomorphological examination.

eration and focal necrosis of myocardial fibers, interstitial hemorrhage of myocardium accompanied by neutro-
phil and lymphocyte infiltration. Ultrastructural changes included myofibril decrease or even disappearance
within myocardial cell, severe cellular and mitochondrial swelling , disappearing of mitochondrial crista , en-
dothelial swelling, decrease of electronic density with the exhibition of bulla and deformation of myocardial
cellular nucleus.  Conclusion Myocardial function could be damaged after hydrofluoric acid burn.
Therefore, special attention should be paid to the protection of cardiac function after hydrofluoric acid burn
by strengthening the monitoring of myocardial enzymes and ECG, etc.
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Tab 1  The changes of serum CPK,CK - MB contents in serum after HF burns (U/L, x + 5 )
5 J& Bt [E(h)
Eia H 5] E#HE
1 5 8 24 48 72 120 168
B 160.70 + 1998. 60 + 2852.80 + 5434.30 + 5511.40 = 6587.20 + 5354.80 + 2988.00 + 1907.30 +
CPK 75.93 697.01 * 499.86 * * 869.94 * * 858.99 * * 1017.00* * 1302.10** 401.12** 516.92*
cm 160.70 = 2068.90 + 3501.60 + 4938.90 + 5001.00 + 6511.00 = 4938.50 + 2504.30 = 2902.60 +
75.93 845.90 * 748.80 * 213.30* * 998.40 * 797.60 * * 219.40* * 919.20* 409.90 > *
B 878.30 ¢ 1587.80 + 1399.20 = 1942.20 + 1921.10 = 1877.30 = 2216.60 = 1820.00 = 1439.90 +
258.90 519.60 290.50 130.10* 260.50 218.70* * 185.80* * 406.80 * * 248.80
CK-MB cy 878.30 + 1889.60 + 1123.70 = 1267.50 + 1089.90 + 978.80 = 877.50 + 522.10 £ 1501.40 +
258.90 359.90 * 438. 60 376.00 371.80* 358.70 399.50 204.80 668.90 *
EGXRALE, x P <0.05, « + P <0.01
F2 AFMBEGEME AST ALT F A (U/L, v +5)
Tab 2 The changes of serum AST,ALT contents in serum after HF burns( U/L, % = s )
# J& B E(h)
EEEan E¥E HH
5 8 24 48 72

24.15 +10.01B 4
AST
24.15 +10.01C 4

30.52+6.24 B4
ALT
30.52+6.24 C4

61.81 +15.44"
46.19 +10.42
62.58 +13.50* "
34.77 £13.52

62.76 +16.03" "
56.33 +14.91°
47.03 £8.09 "

62.55 +18.29"

81.25+11.84" "
77.92 £12.97*
59.19 +22.98"
51.02 +£9.98

100.89 +22.91 " *
75.44 £23.88"

84.95 +12.96 "

69.84 +14.87"

80.67 +25.92"
70.99 £22.13"
67.34 £19.24" "

101.17 £17.91* *

77.66 +7.10" "
69.76 +22.05"
62.50 +12.53"

74.92 +6.06"

TS5 BELE, * P <0.05, x x P <0.01
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%3 SEMEHEME LDH oHBDH & 8744k (U/L, & £5)
Tab 3 The changes of serum LDH,aHBDH contents in serum after HF burns(U/L, x + s )

iR E¥E A5

&

B [8(h)

1

5

8

24

48

72

91.88 +27.02 B 2
LDH
91.88 +27.02 C 4

144.23 +20.10 B 2
oHBDH
144.23 +20.10 C

98.22 +22.49

126.66 +30.02

101.44 +16.09" "

89.03 £16.78

198.86 £54.11" "

279.95 +93.88"
188.21 +49.84

119.55 +27.36

508.55 +78.03 " *
360.01 +30.04 " *
369.77 +38.29 " *

267.98 +36.66 "

491.23 +71.80" "
366.03 £50.33" "

331.63 +75.89" "

249.05 +44.10

366.01 +66.93" "
454.98 +60.77 " "
354.00 +72.06 "~

345.89 £68.61" "

299.82 +44.66" "
400.06 +32.07 " *
291.01£79.96"*

333.77 £52.10" "

VX B4 A, + P <0.05, * % P <0.01
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Fig1 The granular degeneration, focal necrosis of myocar-

dial fibers and infiltration of inflammatory cells in the heart

after HF burns( HE x 400 )
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and bubble — like changes in cardiac tissue ( TEM ,7.2 x
10%)

The myofibril diminished, mitochondria swelling
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