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Protective Mechanism of Polysaccharides from Anoderma Camphora on Acute Liver Injury in Mice

YANG Yi, GUAN Qiaobing, GUO Li, HAN Chenyang*(The Second Hospital of Jiaxing, Jiaxing 314001, China)

ABSTRACT: OBJECTIVE To study the mechanism of protect effect of polysaccharides from Anoderma camphora on the
acute liver injury in mice. METHODS Acute liver injury mice were constructed by D-galactosamine. C57BL/6 mice were
divided into control group, model group, high and low dose group of Anoderma camphora polysaccharides. High and low dose
group of Anoderma camphora polysaccharides were given 50, 25 mg-kg™" Anoderma camphora polysaccharides for 2 times daily,
the control group and model group were given saline measurement. After administration of 7 d, UV colorimetric test box was
used to detect alanine aminotransferase(ALT), aspartate aminotransferase(AST); TBA test box was used to detect
malondialdehyde(MDA) and ELISA method detected interleukin-6(IL-6) expression in liver tissues of rats; Western-blot was
used to detect the expression of NLRP-3, interleukin-1B(IL-1p), pro-caspase-1 and caspase-1 in liver tissues; HE staining was
used to observe the liver pathology of mice. The expression of Bcl-2, Bax, caspase-3 and caspase-1 mRNA in liver tissues was
detected by RT-qPCR. RESULTS The polysaccharide from Anoderma camphora could obviously improve the liver pathology
in the liver lesion mice, the expression of ALT and AST and the expression of MDA and IL-6 were significantly lower than those
of model group(P<0.01). The expression of NLRP-3, IL-1p, pro-caspase-1 and caspase-1 in liver tissue was significantly lower
than that in model group (P<0.05). The expression of Bax, caspase-3 and caspase-1 mRNA was significantly lower than that in
model group(P<0.01), and Bcl-2 increased significantly(P<0.01). CONCLUSION Polysaccharide from Anoderma camphora
has a good protective effect on acute liver injury mice. The mechanism is related to the inhibition of inflammatory body NLRP-3
and related inflammatory factors.

KEYWORDS: polysaccharide from Anoderma camphora; inflammatory corpuscle NLRP-3; acute liver injury
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Tab.1 Primer sequence

i, ARERHEZZEEERN 923%, EHSE
N 187 mgg .
3.2 /NRITIIAEEAR ALT. AST 454k

FHECXT HRAH /N, AEBYLH /N R ALT
Al AST FIEEZETFE(P<0.01), e LT 1
J& ALT FI AST FJRIA B35 N HAH L0 B A
322 R (P<0.01), BEAAREZ Z 0 T/ R ak
FEARAG I RT SR — e AT E . S5 K 2.
2 MRFLALF ALT f1 AST A (X s, n=10)

Tab. 2 Level of ALT and AST in liver tissues of mice
(x £s,n=10)

2173 #&/mgkg'-d'  ALT/U-L™ AST/U-L™
X R ZH - 78.52+8.52 170.23+18.52
R - 11232412310 237.32428.52"
[ie2e 21 i lh=¢i:] 50 92.38+18.22"2  210.34+37.52"2
22 hmnaa 100 82.24+11.1392  186.54+21.35"2

B PSRy Tk Y B JFHI(5°-3%)
GAPDH  F primer GGTTGTCTCCTGCGACTTCA
Rprimer ~ TGGTCCAGGTTTCTTACTCC
Bel-2 F primer TGTCACAGAGGGGCTACGAGT
Rprimer ~ TCAGGCTGGAAGGAGAAGATG
Bax F primer GATGAACTGGACAGCAATATGG
Rprimer ~ GCAAAGTAGAAGAGGGCAACC
caspase-3  F primer CTGACTGGAAAGCCGAAACTC
Rprimer ~ CTGCAAAGGGACTGGATGAAC
caspase-I  F primer GCCTGTTCCTGTGATGTGGAG
Rprimer =~ TGCCCACAGACATTCATACAGTTTC

I SRAE, "P<0.01; SHBALE, PP<0.01.
Note: Compared with the control group, "P<0.01; compared with the
model group, 2P<0.01.
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MDA Fl 1L-6 [fIFRIAEEE TR HAH AR B A
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Tab. 3 Level of MDA and IL-6 in liver tissues of mice
(x £s,n=10)

H 5 /mg-kg '-d”" MDA/nmol'mg™' IL-6/nmol-mg”'
it 21 - 2.10£0.21 1.21£0.41
TR 2H - 5.17+0.74" 6.24+0.82"
12 2 WA TR B 2 50 4.51+0.67"% 4.15+0.55"%
W 2R 100 3.24+0.87"2 2.87+£0.43"2
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FE: Saadliti, DP<0.01; SRS, PP<0.01.
Note: Compared with the control group, "P<0.01; compared with the
model group, 2P<0.01.
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caspase-1 ] mRNA ik
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(P<0.01), T Bax. caspase-3 Fl caspase-1 [fJ3Kik
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T4 NEFFA L P Bel-2. Bax. caspase-3. caspase-1 B mRNA £k (X =5, n=3)
Tab. 4 Expression of Bel-2, Bax, caspase-3 and caspase-1 mRNA in liver tissues of mice( X £ s, n=3)

ER] FH/mg-kg '-d! Bcl-2 Bax caspase-3 caspase-1
Xof fi2H - 2.12+0.18 0.30+0.08 0.20+0.04 0.19+0.08
itk - 1.10+0.13" 1.33+0.12" 1.28+0.08" 0.98+0.05"
[ 2 X alh 50 1.42+0.10"? 0.95+0.13"2 0.85+0.10"2 0.77£0.07"?
12 2 Wl w7 A 100 1.66+0.13"% 0.712£0.15"2 0.58+0.11"2 0.42+0.06"?

P GaEALEE, DP<0.01; SEEAIE, PP<0.01.
Note: Compared with the control group "P<0.01; compared with the model group, 2P<0.01.
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