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Effect of Thalidomide on Acute Liver Injury Induced by Carbon Tetrachloride in Mice
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Abstract:Objective To investigate the effect of thalidomide on the acute liver injury model mice. Methods Forty — eight C57BL / 6
mice were randomly divided into the normal control group (equal volume of physiological saline),the model group (equal volume
of physiological saline) , the compound glycyrrhizin group (0.035 mg / g),the thalidomide low —, medium —,and high — dose
groups (0.01,0.03,0.05 mg / g),with eight mice in each group. The mice were intraperitoneally injected with 0.6% carbon
tetrachloride (CCl,,0.01 mL / g) to replicate the acute liver injury model, corresponding drugs or physiological saline were given
by gavage at 12 h before modeling and at 12,24 h after modeling. The liver tissue mass and body mass were weighed, and the
liver index was calculated. The pathological change in liver tissue of mice was observed by the hematoxylin — eosin (HE) staining.
The alanine aminotransferase (ALT) and aspartate aminotransferase (AST) levels in mouse serum were detected;the expression
level of tumor necrosis factor — a (TNF — «) in liver tissue homogenates of mice was detected by the enzyme — linked
immunosorbent assay;the expression level of CD68 protein in liver tissue homogenates of mice was detected by the Western blot.
Results Compared with those in the model group,the liver cell necrosis and inflammatory infiltration in the compound glycyrrhizin
group and thalidomide medium - dose group relieved;the liver index and serum ALT and AST levels in the compound glycyrrhizin
group and thalidomide low —,medium —,and high — dose groups significantly decreased (P < 0.05);the expression level of TNF — «
in the liver tissue homogenates in the compound glycyrrhizin group and thalidomide medium -, and high - dose groups
significantly decreased (P < 0.01) ; the expression level of CD68 protein in the liver tissue homogenates in the compound
elycyrrhizin  group and thalidomide medium - dose group significantly decreased (P < 0.05). Conclusion Thalidomide can
significantly improve the CCl, — induced acute liver injury in mice, and its mechanism may be related to the inhibition of

transaminase activity and CD68 protein expression.
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73] s BX53 BUZOE W58 ( H R Olympus 24 F] ) ; Multi-
skan GO 4 K £ T RE W AR 1Y (3 [ Thermo Fisher 2y
F]) 57180 #U 4 i E Wik 2E M AL (H AR H 37 s 4k
ARAEM ) ;5 Sigma — 3K15 I 5 A 7 250 dL (5 F
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K2y VDR EE i R CF N 254 BRAA | HiES
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48 H/INEUBE AL 53 R 1E 0 XF R4 (45 (R R A 2 4R
K BRI (SERAUA B ERK) VB H R AT A
(0.035 mg/ g) M vb I BE R Ik L v & 57 4 41 (0. 01,
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B AT AN 25 sl FRER K AR A 2 S, 16 BRA /N
BT IS I RO (0. 01 mL / o) , AR 41/ N T I I
A4 0. 6% CC1,(0. 01 mL/ g) LUK il 2tk FF 475 /)N A
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1.2.2 WEHAR S #H 0

AR AR /N RO AL 4, AR R K g, 301, B
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Tab.1 Comparison of liver index in each group (X + s,n = 8)

45 ME(mgle) HRE() HRE()  FEH(%)
B 25.90+2.07 1.47+0.07 5.69+0.48
AR 24.55+1.98 1.69+0.09" 6.91+0.57"

25.38+1.36 1.45£0.05% 5.73+0.37%
25.15£1.56 1.52+0.18" 6.02+0.58
UHERTAEA 0.0 25.86+0.77 1.48+0.04" 5.74+0.20"
UHEREANEL 0.0 25.16+0.77 1.49+0.11% 5.91£0.45"%

E LR AT IRALILEL P < 0.05,7P < 0.01; 5 AR 00k
#,'P < 0.05,"P < 0.01. % 2. B2F,

Note: Compared with those in the normal control group, P <
0.05,”P < 0.01. Compared with those in the model group,*P < 0.05,
#pP < 0.01 (for Tab.1 = 2 and Fig.2).

JIE/NH SR AN SE R SR B SR (Y bk R B G ; YD A
JRE AR vt 791 e 2 /D BRI DX Bl £ 35 28 Y AR IR A
240 B A0 5 P A0 9 9 5 52 075 R R 2 AN D A M
0 A 2/ BRI DX ek Y B 2 2 Y R SR A0 T 4 i A 2>
ERPEANMIRE TR 1

ArHEeFa 0.035
WAEREAEL 0.0

d e f

a. B ATIRL4L b, BEAIZA
A& 2 20

c. AHEmEA d WA ER
e. WA ERP AT L VA EREHA M
1 FFAZURERZ(HE, x 200)

a. Normal control group b. Model group c. Compound glyeyrrhizin
group d. Thalidomide low — dose group e. Thalidomide medium -
dose group . Thalidomide high — dose group
Fig. 1 Pathological morphology of liver tissue (HE,x 200)

2.3 MmiF# ALT & AST KF

5 IEH 0 B AR R 2 /N BT Y ALT J2 AST
KA T (P <0.01)  S5EAIA] HeAs, B 7 H &
2 2H RO B ARG b v 70 2/ UL ALT B
AST K- 8 Z AR (P < 0. 058 P < 0. 01) FEILE 2,
2.4 BFAHEZLAS)RSP TNF - a RikKFE

5 IEH X B4 b g, A A 2 /N ROF L 4L 5) v
TNF - a /KBTI (P < 0. 01) SRR F ks, &7
HREIR B 2H S b A B e v s R0 2/ BRUF2H L 53K
HUTNF — /KPR ERER (P < 0. 05) LK 2,
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Tab.2 Comparison of expression levels of ALT,AST in serum

and TNF - « in liver tissue homogenates in each group (X = s,

n =8)

k] HEmglg)  ALT(U/L) ASIU/L) TNF - a(pg / mgpro)
EFRBA 58.9+22.2 198.4+104.8 7.0040. 3
#i 4680.3+104.27 4386.4£1400.7" 360143035
iR 0.035  1025.9+188.2% 15004 £498.6% 15,5948, 4
PHEREATA 001 2T4L4£86.5°  30223:9%.6 37.66+15.44
PHERPHEL 003 146.6:400.9% 150192543 26.56+7.63

UHERRNER 005 2493.1£449.0"  2547.0£838.8° M 1L4T

2.5 BTAZLASEYF CD68 EHFKIBKFE

EFAEH X BR L e, AR 2 /N BUTF 4 40 CD68 3¢
KK B TR (P <0.01)  SHR A A, 2 5 H A
iR 21 55 V0 R B e ) e AL/ BR CD68 ik 7K I 3
FEAR (P < 0.05) PRI 2,

a b ¢ d AN R A B
- — )
3
CD68 # o
2
8 b ¢ d
1
g anew e
B — actin a b c d
A B
a EGFATRA b MAM o A HERFM DA EE
PAE A

A wRE B SHEGRIT
E2 NREFARSRHCDSEARKER (X +5,n=3)
a. Normal control group b. Model group ¢. Compound glycyrrhizin
group d. Thalidomide medium - dose group
A. Electropherograms ~ B. Data statistics
Fig. 2 Expression of CD68 protein in liver tissue homogenates of

mice (X * s,n = 3)
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