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Influence of Jiawei Xiaoyaosan on hepatoma cell apoptosis and calcium
Wang Kun Wang Yaoyao Yang Mao et al
(Dept of Pathology The First Affiliated Hospital of Guiyang College
of Traditional Chinese Medicine Guiyang 550001)

Abstract Objective To probe the inhibitory effect of human hepatocarcinoma cell line SMMC-7721 and the influ—
ence of intracellular free Ca®* levels induced by Jiawei Xiaoyaosan so as to reveal the pathogenesis of Chinese
medicine treatment of liver cancer. Methods Determined by MTT method was used to determine the high medium
and low dose Jiawei Xiaoyaosan for liver cancer SMMC —7721 cell growth inhibition. The rate of apoptosis of liver
cancer SMMC-721 cell were examined by flow cytometry. The fluorescent intensity of intracellular free Ca’" was
observed by laser scanning confocal microscopy. Results Jiawei Xiaoyaosan had an inhibitory effect on the growth
of liver cancer SMMC-7721 cells and the inhibition rate increased with the increase of drug concentration. The ap—
optotic rate of Jiawei Xiaoyaosan was 0. 276 in the high 0.202 in the medium and 0. 096 in the low dose groups.

When adding different doses of Jiawei Xiaoyaosan the fluorescence intensity of calcium ions was different. The flu—
orescence enhancement was not obvious at low and medium doses while the intracellular fluorescence intensity was
significantly enhanced at high doses. Conclusion Jiawei Xiaoyaosan can inhibit the proliferation of cancer cells
and promote their apoptosis and can cause changes in intracellular Ca’* at the same time. This may be one of the
mechanisms of Jiawei Xiaoyaosan to induce apoptosis of liver cancer SMMC-7721 cells.
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CaZ+



Acta Universitatis Medicinalis Anhui 2019 Feb; 54( 2)

* 277 ¢

N ALD.

o (tumor necrosis factor-o«  TNF-
o)’ —«B (nuclear

factor-«B NF—+«B) N

SD

1.1 SD 60  SPF
120 ~150 g

1.2 . (
95% :2017022801)

:160619) ;
( :650709130)
; NF-«B
(. :201705)
; TNF-o (
201705) ;
ADVIA2400 (
ADVIA2400) ;
( CU-600) ;
( E1X808)

1.3
1.3.1 SD
60 1
. 12
48 35% . 40% .
45% \50% 1.5 ml/(100 g * d)

12 . (KT ).
(SF ). (KT
+SF ).

1.5 ml/(100 g + d) KT 1.35 mg/(100 ¢ *
d) .SF 3.78 mg/(100 g » d) KT +SF 1.35 mg/
(100 g = d) +3.78 mg/ (100 g * d)
6
1.3.2
12h 1% 0.4 ml/kg

o 10%

0.9%
0.2¢g 10%
2 000 r/min

1.3.3
1.3.3.1 AD-
VIA2400
(aspartate aminotransferase AST) .
(alanine aminotransferase ALT) .

(high density lipoprotein cholesterol HDL-

()N (low density lipoprotein
cholesterin LDL-C) o
1.3.3.2 ELISA ELISA TNF-o~
NF-«B o 0
1.3.3.3 HE HE
1.4 SPSS 20.0
P
N P
<0.05 o
2
2.1
2.1.1 ALT 1 .
N N ALT
(P <0.05);
N N ALT

(P<0.05).



e 278 Acta Universitatis Medicinalis Anhui 2019 Feb; 54(2)

. 15 F
60 |
l # *# e , " *
%k
T g g 1.0 k « T ]
- 40 | S
S H
5 Q
< 20l 3 05t
]
0
1 2 3 4 5 0.0 =7 2 3 3 5
1 ALT 3 HDL-C
I 2: P3IKT 548K SS:KT+SF 5 1: 2: ;3:KT  ;4:SF  ;5:KT +SF
2 P<0.05; :*P <0.05 *'P <0.001 2" P<0.05; #P <0.05 P <0.001
2.1.2 AST 2 N 025
N N AST N
(P <0.05); ¥ 1 = .
g sk
. . AST S sl T
(P <0.05). E
< o010l
()]
—
300 F * 0.05 F
i
*#
ool l i 0.00 1 5 3 2 5
S 4 LDL-C
2 1: 32 ;3:KT  ;4:SF  ;5:KT +SF
100 - =* P<0.05: *P <0.05 " P <0.001
0 0.05); N .
1 2 3 4 5
NF«B.TNF-«
2 AST (P <0.05) .
1: 320 ;3:KT  ;4:SF  ;5:KT +SF 2.3
2 P<0.05; *P<0.05 " P <0.001 )
2.1.3 HDLC 3 ;
N N N HDL-C
(P<0.05);
N N HDL-C
(P <0.05) .
2.1.4 LDL<C 4 KT
N N N LDL-C
(P <0.05);
. . LDL-C ;SF KT + SF
(P <0.05) . KT ; 6.
2.2 NF+«B.TNF-w 5 3

~ S S

NF«B.TNF-o (P<



Acta Universitatis Medicinalis Anhui 2019 Feb; 54(2) * 279 -

Aoar * B s
T i
*# l
*#

0.3 - *# o *# sl
= = 02F
g
S l gb T l
g =
2 € o1l

0.1}

o0 2 3 4 5 0.0 2 3 4 5

5 NF«B .TNF-«
A:NF«B;B:TNF-;l1: ;2: ;3:KT  ;4:SF ;5:KT+SF ; T P<0.05; #P<0.05 #*p<

0. 001

6 HE x200
A: ;B: ;C:KT ;D:SF  ;E:KT+SF
° ALT  AST
ALT.AST
° ALT.AST °
ALT.AST.LDL-C NF+«B.TNF-« AST ALT
HDL-C ALT.AST
ALT.AST
. ’ ALT.AST
HDL-C.LDL-C
LDL-C o
° ALD
Kupffer  Kupffer
. HDL-C o
LPS. IxB
o IxB NF-«B
o NF«B NF«B
HDL-C LDL-C kB
HDL-C. LDL-C N N
AST  ALT N N
o AST o TNF-«

o ALT.AST o TNF-«



* 280 * Acta Universitatis Medicinalis Anhui 2019 Feb; 54(2)

TNF-a TNF-« - Leptin J . 2016 38
ALD TNF-ot . TNF-a (8):1821 -4.
4 Szuster—ciesielska A Mizerska-dudka M Daniluk J et al. Butein
TNF-« . . o .
inhibits ethanol-induced activation of liver stellate cells through
caspase3 ° TGF NFkB p38 and JNK signaling pathways and inhibition
TNF-o NF-«B of oxidative stress J .J Gastroenterol 2013 48(2) :222 -37.
14 IL-6 5
I 2017 37(21):
5481 -4.
TNF-oNF«B .
J. 2017 33(6):1179 -82.
° 7
I 2012 17(17):176 -17.
8 . TC/HDL-C.LDL-C/HDL-C.TG/HDL-C
1 J. 2014 27(6) :64 -17.
J. 2014 23(4):376 -9. K :
2 NF+«B J . 2014
J. 2018 40(1):184 —6. 49(9) 1242 -5.
3

Study on the effect and mechanism of combined use of silybin and

captopril on alcoholic liver disease in rats
Li Guangming Li Wanping Li Xiaobing et al
(Pharmacology Teaching and Research Section of Pharmaceutical College
Southwest Medical University Luzhou 646000)

Abstract Objective To observe the effect of combined use of silybin and captopril on alcohol-induced liver dis—
ease and its mechanism. Methods A total of 60 healthy male SD rats were randomly selected as the normal group
and the remaining 48 rats were used as the modeling group. The model was made up of 35% 40% 45% 50%
alcohol by weekly increment method. The method was administered twice. 6 weeks of modeling pathological exam—
ination showed fatty liver formation. The model group was randomly divided into 4 groups: model group captopril
group silymarin captopril and silybin combined groups 12 in each group In the gap between two intragastric ad—
ministrations. Six weeks after continuous administration blood was collected from the abdominal aorta to prepare
liver homogenate and liver pathological sections. Aspartate aminotransferase ( AST) alanine aminotransferase
(ALT) high-density lipoprotein cholesterol (HDL-C) low-density lipoprotein cholesterol (LDL-C) nuclear fac—
tor-«B (NF+«B) tumor necrosis factor-« (TNF-at) were detected. Results The AST ALT LDL-C NF-«B
TNF-o in the model group were all significantly increased HDL-C was significantly decreased (P <0.05) ; capto—
pril and silybin combined use reduced plasma ALT AST and LDL-C NF+«B and TNF-o levels(P <0.05) and
increased plasma HDL-C levels(P <0.05). The biopsy showed normal morphology of the liver cells in the normal
group and the hepatic sinusoids and portal area were clear. The hepatocytes in the model group were swollen and
the arrangement was scattered with inflammatory cell infiltration. Most of the hepatocytes developed fatty degenera—
tion and only a small number of hepatocytes in the combination group developed steatosis and most of the hepato—
cytes were arranged normally with less cell edema and lower inflammatory cell infiltration. Conclusion  Captopril
combined with silybin has a significant therapeutic effect on rats with alcoholic liver disease and its mechanism
may be related to the decrease of NF«B and TNF-« levels.
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