J Med Res,May 2016, Vol. 45 No.5

S & 3k Oncogene, 2004, 23 5958 — 5967
Tsao H, Sober AJ. Melanoma treatment update[ J]. Dermatol Clin, 9  Pushparaj PN, Aarthi JJ, Manikandan J, et al. siRNA, miRNA, and
2005, 23(2): 323 -333 shRNA; in vivo applications[ J]. J Dent Res, 2008, 87(11): 992 -
R, T BROFWRBESHEBMCAEYERE NI R R 1003
[J]. WABse K AR e s L 2010, 26(5) : 397 — 400 10 Bernards R, Brummelkamp TR, Beijersbergen RL. shRNA libraries
Slettenaar VI, Wilson JL. The chemokine network : a target in cancer and their use in cancer genetics [ J]. Nat Methods, 2006, 3 (9):
biology? [J]. Adv Drug Deliv Rev, 2006, 58(8): 962 -974 701 -716
SAD 4, T4, 230G, 4. CXCR4 $U shRNA JFURE 28 14 i 11 4 11 sk Bt #Me, TH3E, &% btk 7 %k CXCR4 BT
RSN [J]. PEZEAES,19(8) : 1167 - 1170, 2012 SROGH LR 00 D AR A1 f2 28 A 1 il e RS A S e [0 vl A R 2
Kim J, Mori T, Chen SL, et al. Chemokine receptor CXCR4 expres- &, 2008, 30(5): 325 -329
sion in patients with melanoma and colorectal cancer liver metastases 12 Yu K, Zhuang J, Kaminski JM, et al. CXCR4 down — regulation by
and the association with disease outcome[ J]. Ann Surg, 2006, 244 small interfering RNA inhibits invasion and tubule formation of human
(1): 113 =120 testinal microvascular endothelial cells [ J]. Biochem Biophys Res
Scala S, Giuliano P, Ascierto PA, et al. Human melanoma metasta- Communn, 2007, 358(4): 990 - 996
ses express functional CXCR4[J]. Clin Cancer Res, 2006, 12(8) : 13 Di Cesare S, Marshall JC, Fernandes BF, et al. In vitro characteriza-
2427 tion and inhibition of the CXCR4/CXCL12 chemokine axis in human
Zeelenberg IS, Ruuls — Van Stalle L, Roos E. The chemokine recep- uveal melanoma cell lines[ J]. Cancer Cell Int, 2007, 7: 17
tor CXCR4 is required for outgrowth of colon carcinoma micrometasta- 14 RN JE e, BT, 4 LT SRR FR R O UL K R

SDF - 1/CXCR4 i Jz bFGF fy54 [ J]. BE 22 W50 Je ik, 2013, 42
(3): 130 -133

ses[ J]. Cancer Res, 2003, 63 3833 - 3839
8 Castellone MD, Guarino V, De Falco V, et al. Functional expression
of the CXCR4 chemokine receptor is induced by RET/PTC oncogenes (ks B #1:2015 - 11 - 19)

(&8l B 31 :2015 - 11 -28)

and is a common event in human papillary thyroid carcinomas|[J].

L&k KifSb If ¥

£ #

MDCK 28 1 F 1%

4E# F £ I k£ EHEAEA RF

# E BK WEULE Kif5b XF I K 4 MDCK (19 5% i JF 51 KifSh kK 5 4 A B EE AR G ME . ik It
R ) Kif5h 36 5 945 & K RNA(shRNA) Bk 544, 3655 Yo R 1 Bz 40 itk MDCK, 6 2t KifSh &35 0 i 4E FH 5 R H West-
ern blot YA KGN E - $5%6 8 11 (E - cadherin) ,N - $5 5 8 11 (N - cadherin) , 3§ JE 2 1 ( vimentin ) 75 & 241 241 Jfg i) 28 35 22 5 5 38 o 4
L5 5 R % 5 A DU 240 i 431 A M U7 2 I R SR IR RE ) . R MBS [F, X B4 MDCK 4 Jid (] %% %5 A4 3% , 2 % 50 4R 43
A3, T Kif5h 370 8K A 48 it 52 27 4t 4 Stk 5 5 %0 BRZ A 1L, 4% J% KifSh — shRNA 83 # il Kif5h 9323k, W B E - cadherin (35T
F% N — cadherin I vimentin (i) 3235 1t , 240 it G470 06 28 11 T 0 1k 19 8 0 R AIC 5 TR KGfSh () MIDCK 20 Jifd g 4 4314 > i o7 4 it 0 Bt
B0 5 e Ah  KifSh 7E MDCK A iy 3R 38 2 W 35 5 T/ B R) 78 BT 1 40 il ( mesenchymal stem cell) . £  7E MDCK 4 g o L 2R
Kif5h 755 MDCK 4fi ffd 28 77 | 5z 41 ~ 8] 58 B 5% 1 (epithelial ~ mesenchymal transition ) 33 #2 , 25 43 fk 24 [6] 75 5t 1~ 40 A 40 g , 25 43
A 19 210 if0 B #1550 20 Ak R R A 1 NS 05 200 6 R B A M . KGES D 1 35 3K 8 55 40 G 1 0 Al R B 5L TE AR O

X Kinesin -1 MDCK 408 240l - [ 78 fifs 4k el 58 5 T 40 i

FESES R3 XEEERIRAS A DOI 10.11969/j. issn. 1673-548X.2016.05. 014

Knockdown of KifSh Confers Stem Cell Properties to MDCK Cells. Cui Ju, Jin Guoxiang,Lei Ting ,et al. The Key Laboratory of Geriat-

rics, Beijing Hospital & Beijing Institute of Geriatrics, Ministry of Health, Beijing 100730, China

SE 4T < [ 1 SRR 3 4 7 4R 3 4 VE BT L (31400995 ) 5 b 50717 [ 48 B 2% 36 4 Vi B %1 F (7154234)

M4 300100730 JLTEE B T/ BAL 5OE AR B2 B0 7 T A B2 T S 005 (WA SR O ) 7 s o2 7 6 W I 2 B 2 ) I 2
Mo (A A RE A AR/ 1100020 AL, F A BE I R S AL 0F 95 B (46 ) s 518055 ol [ A2 B TR 1 i e AR B 5 B (8
)

SR # 42 81T, T4 - caiipS 1@ vip. sina. com; B, H T34 : jdhuang@ hku. hk

- 58 -



~ —
B deds 2016 4E 5 J1 445 % HS5 W o | = 5 -

Abstract Objective To investigate the function(s) of Kif5h in MDCK cells and to examine the relevance of Kif5h expression level
and cell stemness. Methods Stable KifSh deficient MDCK cells were generated by using pSilencer 3.1 — HI hygro siRNA expression
system. Western blot was used to examine the knockdown efficiency of Kif5h and the expression levels of EMT markers, such as E — cad-
herin, N — cadherin, vimentin and B — catenin. The strengths between cell contacts were evaluated by trypsin digestion. The ability of the
cells to be differentiated to adipocyte and osteoblast was examined by culturing the cells with differentiation medium followed by Oil red O
or Alizarin Red $ staining. Furthermore, the expression levels of Kif5Sh in MDCK cells and mouse mesenchymal stem cells (MSC) were
compared by Western blot. Results MDCK cells transfected with KifSh — shRNA had 90% knockdown efficiency. KifSh deficient MDCK
cells had profound changes in cell morphology resembling mesenchymal cells, decreased resistance to trypsin digestion and acquired the
EMT phenotype, which was characterized by down — regulation of E — cadherin and up - regulation of N — cadherin and vimentin. Besides,
these cells gained the ability to be differentiated to adipocyte and osteoblast, resembling mesenchymal stem cells. Furthermore, expression
level of KifSh in MDCK cells was significantly higher than that in MSC. Conclusion Silencing of KifSh in MDCK cells triggers Epithelial —

Mesenchymal transition and confers mesenchymal stem cell properties. The expression level of Kif5Sh is negatively related to cell stemness.
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