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ABSTRACT OBJECTIVE: To study the effects of high-mobility group box 1 protein (HMGBI) -medi

HMGBI-Toll like receptor 4 (TLR4)/nuclear transcription factor « B (NF-kx B) on liver 1n] by Tripterygium
wilfordii, and to provide reference for clarify the mechanism of liver injury mduced T ODS: Totally 24 SD rats
were randomly divided into blank group (normal saline, i.g.), T. gvilfordi p 1 by crude drug, i.g.) and neutralizer

group (16 g/kg T wilfordii crude drug i.g. after i.p injection of um glycyrrhlzmate solution 3 h), with 8 rats in

each group. All rats were treated for consecutlve 3
After the end of medication, the se eV J@l

levels of AST and ALT in rats were detected every week.
, IL-2 and TNF-o were detected by ELISA method; the protein

expression of HMGB1, NF-kB p 1ver tissue of rats were detected by Western blot assay. The pathological changes
of liver tissue in rats easu h HE staining method. RESULTS: After 3 weeks of treatment, the serum levels of AST,
ALT, HMG and TNF-a in rats, the protein expression of HMGB1, NF-kB p65 and TLR4 in liver tissue of rats in

found around the central vein of the liver, and circular vacuoles were seen in some hepatic cytoplasm in 7. wilfordii group; only
varying size of vacuoles were found in a small number of cells in neutralizer group. CONCLUSIONS: 7. wilfordii induced liver
injury may be associated with the activation of HMGB1-TLR4/NF-kB inflammation pathway.

KEYWORDS Tripterygium wilfordii; Liver injury; High-mobility group box 1 protein; Toll like receptor 4; Nuclear transcription
factor kB; Rats

B e e e e L i a0

during post-MI remodeling in the mouse[J]. J Cell Bio- tors,2011,29(5) : 196-202.
chem,2010,109(6):1185-1191. [15] ZHOU H, CHEN X, CHEN LZ, et al. Anti-fibrosis ef-
[14] BIERNACKA A, DOBACZEWSKI M, FRANGOGIA- fect of scutellarin via inhibition of endothelial-mesenchy-
NNIS NG. TGF-p signaling in fibrosis[J]. Growth Fac- mal transition on isoprenaline-induced myocardial fibrosis
LA o WESE T I 2 EEE . HLIR : 010-63138562, in rats[J]. Molecules,2014,19(10):15611-15623.
E-mail: dongjieming5428@sina.com sy H#9.2017-08-08 &I HH.2017-12-01)
#OMAG AR AR, 801 BESETT 1) IR T 25 iiEdk . (4 bk #)

1:010-63138562, E-mail:13811647091@163.com

EZGG 2018 44 20 455 544 China Pharmacy 2018 Vol. 29 No.5  + 633 «



TN D BHE W) B N T Tripterygium wilfordii
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P<<0.05,"P<<0.01

3.2 MiEFHRERETFRNLER

525 Ml b i, T B 4R B % - HMGBL1 L IL-
1B.IL-2  TNF-o/KF-44 i #THm (P<0.01) , HB & & T
rh I 2H (P<<0.05 8¢ P<<0.01), 25 L35 2,
3.3 MELAREFNEER

25 T R B R EEE W o af o B AR KR
JHF2H 2 Hp Sk ) L4 B 7K P, 200 B ek i R e (a2
EHT S TR ) 5 NS N B2 B , PN R 8 3 A (R e i
SKFR ) s AR ML 2R 25 R b, S 2 B ok, 3R 0 T4
At 2 9 aT DL IR 2 9 (Can (1 i Sk BT ) o A4
K S A28 DX AT D40 i3 A R PRAZ: 40 e 32 i (4 2
Ok IR ) 5 S22 45 ) 0 7 A, 20 St S 2 AR AL T
A LKA — BB 28 3 Can i Sk s ) s B A

2GS 20184F5 29 45 5 )

KDL 1,
X2 HAKXRIMBZH HMGBL . IL-1p . IL-2 TNF-azk
FHMEER (x+s,n=8, pg/mL)

Tab 2 Serum levels of HMGBI1, IL-1p, IL-2 and
TNF-o of rats in each group(x+*s,n=8,pg/mL)
4 HMGBI I-1B L2 TNF-a
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5 AR, " P<<0.05, " " P<<0.01; 5 I A HLER, 'P<
0.05,"P<<0.01

Note: vs. blank group, *P<<0.05, " *P<<0.01; vs. neutralizer group,
“P<<0.05,%P<<0.01

CEATEM
E1 ®|HAKXRIFARFEZIEY]FE(x200)

Fig 1 Pathological observation of liver tissue of rats
in each group(%200)
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Fig 2 Electrophorograms of protein expression of

HMGB1, NF-kB p65 and TLR4 in liver tissue

of rats in each group
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Tab 3 Protein expression of HMGB1, NF-k B p65

and TLR4 in liver tissue of rats in each group

(xt+s,n=8)
A5 HMGBI/f-actin NE-k B p65/f-actin TLR4/f-actin
R 0.46%0.03 027003 0.19£0.05
FMER 0.72£0.027 0.53£0.03° 0.5£0.04"
A4 0.48+0.05 0404001 0.41£0.06"

5 AR, " P<<0.05, " " P<<0.01; 5 I HLER, 'P<
0.05,"P<<0.01

Note: vs. blank group, *P<<0.05, " *P<<0.01; vs. neutralizer group,
“P<<0.05,7P<<0.01
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