BBF RKFRE 20144 H23% H5H J REG ANAT OPER SURG, 2014, Vol. 23, No.5

- 481 -

i ) 4 B AR R Sh X A Bb 2B B & A-549 IE3E N HIE A

BEI A OBR" MFET B4R 2RI BAHE". T A"
AL, TR 4000162, TP F A2 TALBFFERT , T 400065)

(L HPRERIRAE ca BB b, W 2B}

(& ZE] BR U 4 BER SR AR 400 R A-549 BEGEINEIVE RN AT RERLE . ik ARSI EE AN AR 4 BE
YEFIT A-549 401124 h J5 , W MTT Wk i 28 ) 1C5, ; CCK-8 F (M ik &l ﬁv&ﬁi?ﬁ@ikﬁﬂé&; ;I B AR 25 Ve
o 2 PR SRt #4254 5 30 X A0 A SRS 0 200 R0 R T AR P Ca® " MR AR 5 K A-549 21 MBS AFRE 4R B o o R AL ARG 70 ek 401
TR L 25 i S s 10 d S 4 0 A5 L RS R R BRI R B LR 25 O PR N B R/ P . 2558 A-549 4l 24 h #Y 1Cs,
}0.067% v/v;CCK-8 S2h 45 M 45 25 41 A= (K il 28 W S 50 0) REAH - 2% , 9 5 45 2 790 B At 0 8 OG5 Pl B L5 T LR P T s 4 I
AbFR I ASA9 AHM P [ W I R, FCMARSIN & s S 300 BELR 5 A 000 S8 7 4 L 00 2% B S o, 080 % 2 VR B A0 6

F AT B A-549 AN Ca®* TR 1 ] ) T3 B4
ARG IR YT A5 AN IR T 2 R AR R T R R R AR

53.3% . HEH HAUAE 4 BEAELRA RN A-549 A1LAY T
[ SEGRI ) IR 4 B A-54 5 UL Ca®* S IT
[REHHES] R285.5 [ XHKERA

doi:10. 11659/jjssx. 1672-5042. 201405013

[BE£mE | ERINFZBEH%5 H (CSTC,2012ggB10002 )
[@AFEE ] 175, E-mail : yx[1960@ 126. com

[WFSEEE] 20140105  [{&EHH] 2014-02-03

H(P<0.05),

PR IN S50 7R 45 SR 20 2 AR AR 4 BERTT IS R AR
H (P <0.05) , 8 A5 ek 2H 16 PR S o 40 o 5 0 531y 77. 6% Al

] A [XEHRS] 1672-5042(2014)05-0481-05

[8] Yang HN, Park JS, Woo DG, et al. Chondrogenesis of mesenchymal
stem cells and dedifferentiated chondrocytes by transfection with SOX
Trio genes[ J]. Biomaterials, 2011, 32(30) ;7695 —7704.

[9] Kim HJ, Im GI. Electroporation-mediated transfer of SOX trio genes
(SOX-5, SOX-6, and SOX-9) to enhance the chondrogenesis of mes-
enchymal stem cells[ J]. Stem Cells Dev, 2011, 20 (12).:2103 -
2114.

[10] Kupesik L, Stoddart MJ, Li Z, et al. Improving chondrogenesis: po-

tential and limitations of SOX9 gene transfer and mechanical stimula-
tion for cartilage tissue engineering[ J]. Tissue Eng Part A, 2010, 16
(6):1845 - 1855.

[11] Hargus G, Kist R, Kramer J, et al. Loss of Sox9 function results in
defective chondrocyte differentiation of mouse embryonic stem cells in
vitro[ J7. Tnt J Dev Biol 2008 ,52(4) :323 —332.

[12] Ikeda T, Kamekura S, Mabuchi A, et al. The combination of SOX5,
SOX6, and SOX9 (the SOX trio) provides signals sufficient for induc-
tion of permanent cartilage[ J]. Arthritis Rheum,2004,50(11) :3561
-3573.

[13] Akiyama H, Chaboissier MC, Martin JF, et al. The transcription fac-
tor Sox9 has essential roles in successive steps of the chondrocyte dif-
ferentiation pathway and is required for expression of Sox5 and Sox6
[J]. Genes Dev, 2002,16(21) ;2813 -2828.

[14] Amano K, Hata K, Sugita A, et al. Sox9 family members negatively
regulate maturation and calcification of chondrocytes through up-regu-

lation of parathyroid hormone-related protein[ J]. Mol Biol Cell ,2009,

20(21) ;4541 —4551.

[15] Spokony RF, Aoki Y, Saint-Germain N, et al. The transcription factor
Sox9 is required for cranial neural crest development in Xenopus[ J].
Development, 2002, 129(2) :421 —432.

[16] Vidal VP, Chaboissier MC, de Rooij DG, et al. Sox9 induces testis
development in XX transgenic mice[ J]. Nat Genet, 2001, 28(3):
216 -217.

[17] Bowles J, Schepers G, Koopman P. Phylogeny of the SOX family of
developmental transcription factors based on sequence and structural
indicators[ J]. Dev Biol, 2000, 227(2) :239 -255.

[18] B PAE. SOX9 H I A SHUHE IR A2 %52 9 75 W1 40 B 4 M7 10 10y 52 56
5L D]. 85 —F & K 2. 2007.

[19] Lee JM, Im GI. SOX trio-co-transduced adipose stem cells in fibrin gel
to enhance cartilage repair and delay the progression of osteoarthritis in
the rat[ J]. Biomaterials, 2012, 33(7) :2016 —2024.

[20] Kim KI, Park YS, Im GI. Changes in the epigenetic status of the SOX-
9 promoter in human osteoarthritic cartilage[ J]. J Bone Miner Res,
2013, 28(5) :1050 - 1060.

[21] Lee JS, Im GI. SOX trio decrease in the articular cartilage with the
advancement of osteoarthritis[ J]. Connect Tissue Res, 2011,52(6) :
496 -502.

[22] Haag J, Gebhard PM, Aigner T. SOX gene expression in human os-
teoarthritic cartilage[ J]. Pathobiology. 2008,75(3) :195 - 199.

(k-2 )



. 482 - LB EFRKFRE 20144 23 % H5H J REG ANAT OPER SURG, 2014, Vol. 23, No.5

Effect of Terpinen-4-ol on the proliferation of lung adenocarcinoma A-549 cells in vitro and in vivo
PAN Qian-guang,SHI Yao, YE Xiu-feng, HU Shi-lin, YAN Jia-yin,ZHOU Ye-han, WAN Dan
Chongqing Medical University , Chongqing 400016, China)

( Department of Pathology,

Abstract: Objective

mechanism. Methods

To investigate the effect of Terpinen-4-ol on the proliferation of lung adenocarcinoma A-549 cells and its related
A-549 cells were treated with different concentrations of Terpinen-4-ol. The inhibitory effect of Terpinen-4-ol on A-
549 cells was tested by MTT method. Cell grow ability was determined by CCK-8 colorimetry. The ultrastructure of A549 cells were observed
by transmission electron microscopy before and after Terpinen-4-ol treatment. The changes of cell cycle, apoptosis, and the level of intracel-
lular calcium were inspected by flow cytometry. Inoculated the lung adenocarcinoma A-549 cells on the nude mice to form transplantation
tumor. The experimental nude mice with transplantation tumors were divided into three groups: negative control group, high dose positive con-
trol group and low dose positive control group. The mice were given continuously intraperitoneal injection for 10 days, and then the transplan-
tation tumors were taken and the size and weight of them were detected. Results After Terpinen-4-ol treatment for 24 h,MTT assay showed
that the ICy, value of A549 cells was 0.067% v/v. The growth curves of positive control groups were significantly smooth than the negative
control group. The formation of autophagosome increased after treatment with Terpinen-4-ol. The results of flow cytometry showed that the
cell cycle was arrested in S phase, Terpinen-4-ol could induce apoptosis of A549 cell, The intracellular calcium concentrations in positive
control groups were significantly higher than the negative control group(P <0.05). Low dose group and high dose group restrained the growth

of the transplantation tumor obviously, and the tumor inhibitory rate were 53.33% and 77.76% respectively. Conclusion Terpinen-4-ol

has inhibitory effect on the proliferation of A-549 cells in vitro and in vivo,

Keywords : terpinen-4-ol; A-549; tumor-bearing mice; calciumion; apoptosis; autophagy
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