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Effect of Dragon’s Blood Extract on Cerebral Ischemic Tolerance in Rats with Acute Heart Failure
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ABSTRACT: OBJECTIVE To study the protective effect and mechanism of dragon’s blood extract on brain function damage
induced by acute heart failure(AHF) in rats. METHODS Twenty-five SD rats were randomly divided into blank control group,
heart failure model group and dragon’s blood extract intervention group. The blank control group and the heart failure model
group rats were given normal saline daily by intragastric administration every day. The dragon’s blood extract intervention group
was divided into three groups according to the concentration of dragon’s blood extract, the intervention group rats were given
daily dragon’s blood extract 300 mg-kg'-d™ in the low dose group, 450 mg-kg'-d”' in the medium dose group and
600 mg-kg™'-d"" in the high dose group by intragastric administration respectively. The Morris water maze was used to detect the
changes of spatial learning and memory ability of rats. The contents of superoxide dismutase(SOD) and malondialdehyde(MDA)
were detected. HE staining were used to observe brain tissue pathological changes. RESULTS In the Morris water maze
experiment, the escape latency of the blank control group and the high and medium dose groups of dragon’s blood extract were
shorter than that of the heart failure model group, and the average moving speed and target quadrant time percentage were greater
than the heart failure model group. The content of MDA in the heart failure model group was increased compared with the blank
control group, and the activity of SOD was opposite. The content of MDA in the dragon’s blood extract intervention group was
lower than that of the heart failure model group, and the activity of SOD was opposite. CONCLUSION A single episode of
AHF can impair brain function. Dragon’s blood extract may have a positive protective effect on the prevention and treatment of
brain damage caused by AHF in rats through anti-oxidation and scavenging oxygen free radicals.
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Tab. 1 Escape latency of rats in each group seeking platform(Xx * s, n=5) s
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d: HEAXEALE, VP<0.05; HOBERRALE, YP<0.05.

Note: Compared with the blank control group, "P<0.05; compared with the heart failure model group, 2P<0.05.
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Fig. 1 Movement trajectory of rats in water maze expriment
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target quadrant time of rats in each group(x * s, n=5)

H b SRR 7]

*&3 SOD 5 MDA Z ALt At AR A(X £ 5, n=5)
Tab. 3 Evaluation of oxidation and oxidation state by
changes of SOD and MDA( X * 5, n=5)

M FE/mgke” SOD/U-g! MDA/nmol-g™"
2 R R - 376.61+£31.80 13.09+6.31
Lo BRI - 285.57+50.68" 19.53+11.49"
M3

k74 300 347.43+97.70% 16.85+5.447

plEe| 450 320.95+103.15% 15.62+2.90%

g4 600 363.39+106.00” 14.80+2.27%

iR F & /mg-kg™ FHyEE /mms 4 L%
2 U A - 215.78+21.66 35.58+5.21
R - 162.41£31.420  29.25+5.67%
135 FE )
(ispli=¢h 300 162.37+£54.33 31.44+2.327
e 2H 450 184.86+34.197  31.01+4.66
[k 2i 600 223.04+40.73”  36.15£10.617

E: 5EAXMBALE, "P<0.05; 5OEBALAILE, YP<0.05.

Note: Compared with the blank control group, "P<0.05; compared with
the heart failure model group, ?P<0.05.
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