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Abstract: Objective  To explore the expression and clinical significance of GSK-38, PTEN and PLK1 in pediatric AML.

Methods

marrows. GSK-33, PTEN and PLK1 gene expressions in BMMNC of the two groups were tested using semi quantitative reverse

Experiment group was bone marrows of 33 cases incipient children with AML. Control group was 10 cases normal bone

transcriptase polymerase chain reaction(RT-PCR) technique. GSK-38 protein and P-GSK-38 expressions were tested by ELISA. Re-
sults The expression of GSK-383 mRNA, GSK-33 protein, PLK1 mRNA in BMMNC of children with AML was higher than that of
control group(P=0. 012; P=0. 014; P=0. 040) ; The expression of PTEN mRNA, P-GSK-383 was lower than the control group
(P=0.012;P=0.002) ; GSK-38 protein had a negative correlation with PTEN mRNA(r=—0. 415, P=0. 016) ; GSK-38 mRNA,
GSK-38 protein had a positive correlation with PLK1 mRNA(»=0. 388, P=0.026;r=0.427,P=0.013). The expression of GSK-
3B protein was high in which had high peripheral white blood cell counts;both the expressions of GSK-38 mRNA and GSK-38 pro-
tein were high in which had high risk;but the expression of P-GSK-38 were low. Conclusion In pediatric AML,GSK-33 and PLK1
may play a role of oncogene and PTEN may play a role of tumor suppressor gene.
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*1 GSK-33,PTEN,PLK1 B-actin 5| R BEI K BA /N

iH Bntii 1LY T K/ (bp)

GSK-3p 5-GGC TAC CAT CCT TAT TCC TCC T-3' 5-GTC CAC GGT CTC CAG TAT TAG C-3' 101

PTEN 5-TTG AAG ACC ATA ACC CAC CAC AG-3' 5-CAT TAC ACC AGT TCG TCC CTT TC-3' 134

PLK1 5-CCC CTC ACA GTC CTC AAT AAG-3' 5-AAT AGT CCA CCC ACT TGC TGA-3' 238

factin 5-AAG ATG ACC CAG ATC ATG TTT GAG ACC-3' 5-GCC AGG TCC AGA CGC AGG AT-3' 196

FEBE (FicoLL) Y CHE % %5 B 1. 077 g/mL) 43 25 & &6 5 A 4% 44
e (BMMNOC) , BL 2y 5X 10° 4~ 20 ift . 5 1% £k 2% o & (PBS) ¥k %
1RSI G —80 CHAFE.
1.2.2 ZfF-asin a2 .O0UiiEdM, i 1 mL 2 F
W RL S 5r 2R AN, 43 WO KA T A 8 RNA KA HLAE
HEEH,
1.2.3 RT-PCR #5% #dbat AR AW A A R4 & & 4l
B RNA Pt $ 00 & Ui B B3 B0 RNA, # K% AW
7I<7ﬁ[3[€ ) 1 % 5% 3 ) & PrimeScript  RT reagent Kit Per-
fect Real Time UiH] 45 47 4% 3¢ . GSK-33 . PTEN,PLK1,3-
actin (519 &% H i Bt RK/N L2 1, PCR £ 44:95 CHiAS I 5
min; 2R 5 95 CAME 30 s5 GSK-3B8.PLKI1 . p-actin #4455 CiR
k 30 s,PTEN 60 C 1Bk 30 5,72 ‘C#Ef# 1 min,30 MEH ;72
‘CHEfH 10 min,
1.2.4 PCR ™94 #r B PCR ™4 8 uL 7E 25~30 g/L 3
B BE I P LUK 100 V HLPK 45 min, FH2EAM RSO ER IE A
Kl e AR AL BB AH L BE 2 Metamorphose Imaging Sight ¢4 1
1550 B IF 52 B S BE A 43 i Bt GSK-38.PTEN.PLK1 5 ac-
tin W % BE 1 fH (GSK-3p/actin,PTEN/actin, PLK1/actin) #47
8 BT .
1.2.5 IR S W B 55 36 (CELISA) SR I ELISA XU 4 3k
Lo VE XA HLAH i GSK-3B.P-GSK-3B 7K V- #E47 E & A Hr o 42
PEA5 R ™ % 4% 13 U o A 0 A B S W) GSK-3B B¢ P-GSK-38
ELISA 370 & i H U B 54T . BERE 450 nm P K 78 B A5 A
B e AE, DIARHE &L A 2 Hl bR 42 .
1.3 Siib2eab3  SRA SPSS17. 0 3K 4 i 17 G it % 4y #r . it
WYORH ks F0R PR Y EL R A ¢ R 5 5 2 T) 7 T LL 4R
K H F Rz s 9 4] 1) A 56 M 0F 55 R Pearson #H G K 55, K
K UE «=0. 05,k P<<0.05 WESHGIHFE X,
2 % ®
2.1 GSK-38 mRNA,PTEN mRNA, PLK1 mRNA 7£ % 4
BMMNC ik 52540 GSK-3p mRNA #1 PLK1 mRNA fiy
4 2 Gk RO IR Y F B 3R R R (P<C0. 05); LI 4L
PTEN mRNA 13 3 3% 1 4 %F IR 41 1 - 3 3 3% 7 I (P<<

0.05), WE2.K1,

x2 4 GSK-33,PTEN,PLKI1 B PCR # il & & (T L)
i n  GSK-33 mRNA  PTEN mRNA PLK1 mRNA
SEgl 33 0.55+0.16 0.50+0.16 0.71+0.18
XPHRZH 10 0.4140.09 0.63+0.25 0.5740.18

P 0.012 0.012 0. 040

2.2 GSK-38 & 1 J P-GSK-38 % 1 £ i 4l BMMNC ) % 1%
TE0L SEE Al GSK-33 & H 10 - 34 vk B 8 % HE 4 119 - 259 ok B
B (P<C0.05) ;5286 4 P-GSK-303 25 #4249 v J2 8 6f IR 20 19
- BE AR (P<<0.01) . WL 3.
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PCR 7247 ;3. 5082 40 PTEN PCR =4y ; 4. % 840 PTEN PCR =4 ;5.
B4 PLK1 PCR 7456 % B 240 PLK1 PCR /=4 7. 28 4 B-actin
PCR 724 ;8 : 4 B 4 p-actin PCR =4,

A1 4 GSK-38,PTEN,PLK1 # PCR # il 45 5

%3 T4 GSK-33,P-GSK-33 #y ELISA

5 R (pg/mL, T+ 5)
21 5 n GSK-38 P-GSK-3p
S A 33 2 553.404358.59 294.17+40.53
Xf B 20 10 2 204.024283.52 350. 53+53. 32
P 0.014 0.002

2.3 GSK-38 mRNA,PTEN mRNA,PLKI mRNA, GSK-38
M K P-GSK-38 HI K4E AR AH G 5230 41 GSK-38 mR-
NA.PTEN mRNA,PLK] mRNA,GSK-3g % 1 & P-GSK-38
1Y 38 38 55k 30 JBL S 5 i K 34 T Y W A DG L A GSK-3B 4
H 238 5 A0 A I S 40 T O i ARG (P=0. 01D, i
PR B BE W) GSK-38 mRNA[LF fE 4 & T o fa (P =
0.012), @& fE2H i TR MG 21 (P=0. 000)].GSK-3p & 1 [ #i f&
HE TP AL P=0.012), BAEAR TIRAEL (P=0.003)],
PLK1 mRNA[ & f& 4/ FARME A (P=0. 009) & ik HH b 4 =5 .
I IR A& I 25 D) P-GSK-38 3k AR w5 i 4Lk T Hh fa 41 (P =
0.047) , B fE AR T fE2H (P=0.036)], PTEN mRNA ({3
5 55 I PR f B BE 43 28 G Y B DG
2.4 GSK-38 5 PTEN mRNA,PLK1 mRNA 2k i # 56 4

AHFFE B GSK-33 mRNA,P-GSK3p 5 PTEN mRNA 1%
SETCH] W AH ek (r= — 0. 265, P=0. 136; r=10. 023, P =
0.899), GSK-38 & 1 5 PTEN mRNA i & ik & fi 40 ¢
(r=—0.415,P = 0. 016>, GSK-38 mRNA,GSK-3p & 1 5
PLK1 mRNA )ik & 1E M 56 (r=0. 388, P=0. 026; r =
0.427,P=0.013),P-GSK38 5 PLK1 mRNA {323k Tt @4
Ktk (r=—0.319,P=0.070),
3 i e
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15 PLK1 mRNA 335 RIEARSC . A PR 6 8 6 72 2 W1 L
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PLK1 [ 3¢,
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