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Abstract: [ Purpose ] Through a series of experiments of SMS-KCNR cells of neuroblastoma (NB)
by low-dose cytosine arabinside (Ara-C) in vitro. To explore the differentiation of SMS-KCNR cells
by low-dose Ara-C. [Methods] The proliferation of SMS-KCNR cells treated with low-dose Ara-C
was detected by MTS. The morphological changes of SMS-KCNR cells was observed by micro-
scope. The distribution of cell cycles was analyzed by Flow cytometry. Further,the protein expres-
sion of TrkA and N-myc was measured by Western blot and the mRNA change of the TrkA and
MYCN was quantified by the real time-PCR. [Results] The proliferation of SMS-KCNR cells were
inhibited by low-dose Ara-C. Low-dose Ara-C induced the stagnation of the cell cycle in S phase.
The content of SMS-KCNR cells in Gy/M phase decreased (P<0.05). SMS-KCNR cells’ morphology
was similar to normal ganglion cells after treated by low-dose Ara-C. The expression of TrkA in-
creased by low-dose Ara-C. but decreased the expression of MYCN. [Conclusion] The low-dose
Ara-C could induce the differentiation of SMS-KCNR cells might be through increased the expres-
sion of TrkA.
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A NB SMS-KCNR 4l ffg bk t1 3¢ [ B 57 T AR iF 5%
Bt Carol.J.Thiele T# - B & 37°C/K ¥ & 75 SMS-
KCNR 4fi Jfd I 45 Fp F B 2 b, 15 3% Wk RPMI
1640 (& 10% 1 5 i 4F 178 100 1U/ml 75 % % |
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oD fH.,
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2 (LA EERE R AR ) St 4 AL ANk AT DA T #R1E .
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PR E 1x10° 4, FRREL, EE 2 K-
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L JE 4 A A SRR A 3 K,
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1.5 Western blot #ill TrkA N-myc ZHFRIE
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0D260 fEF1 OD280 fi, 5 FZHL RNA (1) 4li B K vk
JE o 3 S A L cDNA L MR 5 390 A SR ) G A A0 B
A1 eDNA, PCR #3451 W75 . Trk A EUE514) 57
GCCACACGCAACTGTCTAGT3', #5114 5'GCCTC-
CCACACGGTAATAGT3' ;MYCN |- #% 51 % 5’ GCA-
GAAACCACAACATCCTG3', Tiii5¥ 5 GCGGC-
CTTCTCATTCTTTAC3' ;GAPDH I ii# 51 % 5 AGA-
AGGCTGGGGCTCATTTG3', 514 5’ AGG-GGC-
CATCCACAGTCTTC3' . W AR 2 Ky 20l 5 2 g 451
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BEAT A3 M 4 i A8 B AR BRI 3R O 22 0 A 45 R LAY
B 22 (i) Fn , P<O.05 N 22 S HA G X,

2 &5 B

2.1 AERE Ara-C X SMS-KCNR £ A 1 58 A 5% I

Z2Ab PR 720 5 % R H SMS-KCNR 4 i JE A< K¢
W, AL HLA ' Ara-C Sng/ml Ara-C 10ng/ml  Ara-C
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Figure 1 Cell viability of SMS-KCNR cells treated by Ara-C in different concentration
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Figure 2 The morphology of SMS-KCNR cells treated with low dose
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Figure3 Cell cycle of SMS-KCNR cells in different groups

Table 1 The content of SMS-KCNR cells in G/M phase
each groups (x+s)

Group G,/M

Control 7.18+0.76
Ara-C 20ng/ml 4.71+1.28"
Ara-C 30ng/ml 3.79+0.69"
ATRA 1pmol/L 3.25+0.56"

Note : Compared with control group,*: P<0.05

6d , 4 S 56 211 1 BH A X B2 0 i) 5 ) R A ER A, T
kA 1R BH R (P<0.05),N-myc % 1% ik F [
(P<0.05) , 5256 41 -5 BH: ot 8 20 (% 52 56 235 SR — 20 (L
Figure 4 ),

2.5 INFIE Ara-C 3 TrkA . MYCN ERERIZB &0
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PEXT R AL (ATRA ) Trk A ) AH X 3¢ 35 18 15 8 X B 4l
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Figure 4 The expression of TrkA and N-myc protein in SMS-KCNR cells
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Figure 5 The expression of TrKA and MYCN mRNA in different groups
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FLPR ELAR B AE DL L, A8 2L R gl AR AR Al K, 5
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PR R TS KDL 40 B T 22 5 B b A 5 A 58 A X6 20
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PR - i 22 | L7 R o A 22 i B A B e T
TrkA & 235 LT S Lo i) o fe, BEIG
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SCNB fe P H WA JE H MYCN 3 [F o %85|
EHM . MYCN JEH M 1S Sl B 2Rk 5 NBAH
Jit B TG BRI 58 Ko 4k S NB 5 AS B3 DIAH 56, A
SCIG A5 R /N Ara-C fERE [ TrkA f9Fik
(P<0.05), 7 T MYCN [ 3£k (P<0.05) , 5 BH X
PRZH M 25 S A0 — 3, $27R /DI & Ara-C XF SMS-
KCNR 401 19375 5 /0 AR T AT BB 5 TrkA Kk b,
MYCN 35 N RA K,

25 LR, /NFIHE Ara-C fiEf8 545 SMS-KCNR
YA DNA K, o5eAR 20 i JE 3 2 A, 300 240 i
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