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mitochondrial reverse transmission was observed. Annexin VFITC/PI cell apoptosis assay results showed that the

apoptosis rate of THP- cells in SC,LC groups were significantly lower compared with MC group( P <0.01) , The

apoptosis rate of group LC was higher than that of group SC( P <0.01) , and that of group TC was significantly

higher than that of group SC and group LC( P <0. 01) ,there was no significant difference in apoptosis rate between
group TC and group MC( P >0.05) . The expression level of KIF5B in BM-MSCs was higher than that in THP-
cells( P <0.001) . Rotenone significantly inhibited the expression of KIFSB in BM-MSCs( P <0. 01) . Conclusion

Mitochondria of BM-MSCs are unidirectionally transmitted to THP- cells via TNTs, which may induces apoptosis

resistance in THP- cells; intercellular mitochondrial transport may be associated with motor protein KIF5B.
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®1 ERTERBRRERERBFEBLR(n=3,x1y)
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T, Caspase- 75 a8 20 A A4 L 917K S22 0] 8 s 1
IEH AT M. Caspased A Jy— Bl B 2 A9 S AE HH OC
o3 F, Al L 2007 XS 5 R SAE R S PR
HAE MR AR IE I Zitvogel et al "V TR 768
P i Jed 4 -5 KGR S5 AH BLAE T 8 b, Caspase
VRIS 9308 A RSUTE ) €2 AR o7 Mo o3 4 L A e e



* 1386 ° B EMKFF®/  Acta Universitatis Medicinalis Anhui 2019 Sep; 54(9)

GE ORI 19 5 9 W 0 0P 5 5 1 43 05 B, 2010: 1436,

WA B2 3 WA, AR T O M 26 RE K TR 1 AE K 5 (7] #& B, SERWE, AR R VERF AN T A% 5% SR T 4B
Ferkthon R X [T]. AR K2E2E, 2003, 24(24)

B 2269 -71.

7’?‘7% iiﬁk [8] Lamkanfi M, Kalai M, Saelens X, et al. Caspase- activates nu—
clear factor of the kappa-enhancer in B cells independently of its

(1) BRI, INAIIK, #8574, 55, 2014 45 43 Hb DO 98 & enzymatic activity [J]. J Biol Chem,2004, 279(23): 24785 —
SRAFETSHT (D). i E bR, 2018, 27(1) : 1 -14. 93.

[2] Hanahan D, Weinberg R A. Hallmarks of cancer: the next gener— 9]  #kPFPF, XNiEHEe. FAINZE1 ShhEd (1], Ry,
ation [J]. Cell, 2011, 144(5) : 646 —74. 2010, 26( 12) : 1099 —103,106.

[3] Berasain C, Castillo J, Perugorria M J, et al. Inflammation and [10] Wei Q, Mu K, Li T, et al. Deregulation of the NLRP3 inflamma—
liver cancer: new molecular links [J]. Ann N'Y Acad Sci, 2009, some in hepatic parenchymal cells during liver cancer progression
1155: 206 -21. [J]. Lab Invest, 2014, 94(1) : 52 -62.

[4]  Arzumanyan A, Reis H M, Feitelson M A. Pathogenic mecha— [11] Zitvogel L, Kepp O, Galluzzi L, et al. Inflammasomes in carcino—
nisms in HBV—and HCV-associated hepatocellular carcinoma [1]. genesis and anticancer immune responses [J]. Nat Immunol,
Nat Rev Cancer, 2013, 13(2): 123 -35. 2012, 13(4): 343 -51.

[5] Strowig T, Henao-Mejia J, Elinav E, et al. Inflammasomes in [12] X1 4. NLRP3 % 5E A& 7F I 40 B P 3% 35 T Ih 8 09 w00 26 i 5%
health and disease [J]. Nature, 2012, 481( 7381) : 278 —86. [D]. TR 8 =% E K, 2014.

6] % #l. DEN JESREUFREANGL %ML D], Lif:

Changes and significances of Caspase-d
and inflammation-associated cytokines during

diethylnitrosamine-induced hepatocarcinogenesis in SD rats
Yang Qi,Zhuo Shaoyuan
( School of Basic Medical Science, Guangxi University of Chinese Medicine, Nanning 530200)

Abstract Objective To investigate the changes and significances of Caspase- in liver and serum interleukin 13
(IL4B) , interleukin 18( IL48) , nuclear factor kB( NF«B) during diethylnitrosamine( DEN) -induced hepatocar—
cinogenesis in SD rats. Methods Healthy male SD rats were administered with DEN by intraperitoneal injection ac—
cording to 70 mg/kg, once a week for 10 weeks. The rats were sacrificed at the 0, 6th, 13th and 20th week re—
spectively. After the blood was collected, the liver, thymus and spleen were removed and weighed. The liver path—
ological changes were observed under light microscopy. The activity of Caspase-l in hepatocellular carcinoma and
the levels of serum alanine transaminase( ALT) , aspartate transaminase( AST) , y-glutamyl transpeptidase( GGT) ,
a-LHucosidase( AFU) , and were measured with biochemical method. ELISA was used to detect the levels of TL.—
1B, IL48 and NF«B. Results During DEN-induced hepatocarcinogenesis, the liver index of rats increased and
the thymus index decreased gradually. Similarly, HE staining showed serious injury. The activity of Caspase- in
liver cancer tissue and the levels of serum ALT, AST, GGT, AFU, IL43, ILd8, NF«B increased gradually dur—
ing hepatocarcinogenesis. Compared with the normal group, all were the highest in the 20th week( P <0.01) . Con—-
clusion Primary hepatocarcinoma rat model was successfully established with DEN. IL4@, IL48, NF+«B and
Caspase- were symbolic inflammatory factors of hepatocyte damage during hepatocarcinogenesis, and may play im—
portant roles in the progress of hepatocarcinoma.

Key words hepatocarcinoma; Caspase-l; interleukin-@; interleukin 18; nuclear factor kB



