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ABSTRACT Objective: To investigate the expression of PTEN protein and its relationship with immunophenotype in children with
acute myeloid leukemia (AML). Methods: 143 children with AML were selected. According to the different of immunophenotype, they
were divided into two groups: 59 cases of LY+AML type and 84 cases of LY-AML. All the children were given immunophenotypic
analysis, and the expression of PTEN protein were detected and given the correlation analysis. Results: The proportion of CD34" positive
and CDI117" positive in children with LY+AML were significantly higher than that in children with LY-AML (P <0.05), and the
abnormal proportion of karyotype were significantly lower than that in children with LY-AML (P <0.05). The expression of PTEN
protein in children with LY+AML were (65.33% 2.34)%, and the positive expression rates were 94.9%. The LY-AML were (20.11%
4.11)% and 13.1%, respectively, compared he difference were statistically significant in children with LY+AML(P <0.05). In children
with AML, Spearman correlation analysis showed a significant correlation between PTEN protein expression and immunophenotyping (r
=0.653, P=0.000). Multivariate logistic regression showed that PTEN protein expression, CD34" positive, CD117" positive, and
karyotypic abnormalities were the main independent risk factors affected the immunophenotype of children with AML(OR =1.098, 1.045,
1.092, 0.294, P <0.05). Conclusion: The upregulation of PTEN protein expression in the bone marrow mononuclear cells can
significantly increase the risk of LY+AML. It can be used as the reference index of the prognosis of children with AML.

Key words: Myeloid leukemia; PTEN protein; Immunophenotype; Correlation

Chinese Library Classification(CLC): R733.7 Document code: A

Article ID: 1673-6273(2019)10-1953-05

JRLPIA | B BRI S K S 3 I 40 R R B O T |

A3 Ak 52 B, TE 8 I 40 e B e b U2 B AN e A v
95 2 TSR Al & AR AR A S B s M / #H40 (A cute myeloid leukemia, AML) J2& /N JL [ 055 r 5% U Y 2k

YN

]

il

* LA PG4 EE A R AP IE 25 RHTT H (JCMS036)
YEZ TN IMRHE(1978-), 5B, AR, Rl FARBEIW, WFFE 7 1)« (105 IR LR, FLIE : 13098059993 , E-mail: Subaoxiong42378@163.com
(ki F 41 2018-09-24  433% H 111.2018-10-18)



- 1954 .

MREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol19 NO.10 MAY.2019

B FREBAEFTE R AML L2 10 J7 A, AL T F g Lk
296 TP, AML J& T3 I T 20 5 4 1S 2000 SE BEPE RO
FURp R R SR e R, A RS> AML BEfg i i
TG ANNEIE 2527 o3 R A LIRS 70 2 , A S ARMES g 17 5 131
UG, AML B S B3 Je: AML 73 B d hy 55 52 A6
A, TN HIHORGE) 2, FLRE I S R AR Tt
ST B WA AT 7 R 2 s FAT, AML (9 A
PRIAIHILEE 4 R 58 AT, T2 s AML SBLZHEA e iR
ZENL, UL BT 0 A 5 R 45 R A, T 5 850 e 4 1 e
HEH RS

TR L 5K ) 8 1 [RIR A (PTEN)JE [N E £ 10923, 7T 3
i PISK/AKt (A AR i 4155 S 40 S0 e o L) 7
FPrEARMIstT, PR . PR Ko A JH A RO
PTEN J& PI3K/AKT {5 Sl S il FE g S f 7, HLhERS
WAL PIP3 Sy PIP2 1| PIK3 fS I 14 , JFfdi g 4 i
IR AT R A nT RENE , DT I8 B Fived 1) H B0, A

TR ETT T AML B L PTEN & H 03855 & H 5 s F2 50 ()
KR, BIERER PTEN X AML JRY7  HUR B2, BIHGE a0 T .

| RS ik

1.1 ARTHR

WFFERSTEh 2013 41 2 A 3 2018 4 1 A, SR H [l s A 5%
ik, BEER B H MR RHOE R AML FRJL 143 4], 9 AFRfE
ZE BRAN A B SRR 2 E A I 012 5 W PR 58 b 58 3 s SRAS SN T
BRI ; B BEAR R LS HEME T R IFST; AR % 3-12 % . HE
It « Hofth M Y R Gegem 8L s A 018 B0 i i T RS
HENEAS DI REREAT L I RGO Z ., 143 fl8 L, fd
B84, 459, IR (6242 1.29) %, FEHHANE
(WBC)%i 4(36.10% 7.19)x 10°/L, M4l ey 43 B A AS[R] 43y
W20 : LY+AML % 59 5], LY-AML % 84 {5, W52 ) L5
APy \WBC X th 2 R TG4 (P >0.05), W3 1. 7T LAk
1T B4 HT

| REIREEIL— AR

Table 1 Comparison of the general data between children with different phenotypes

immunophenotyping n Sex (male/female) Age(years) WBC(x 10%/L)
LY+AML 59 32/27 6.44+ 1.42 36.20+ 10.41
LY-AML 84 52/32 6.02+ 1.43 36.01% 8.01

t/a? 0.841 0.555 0.451
P 0.359 0.340 0.414
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Table 2 Comparison of CD34", CD117" positive rate and karyotype abnormality in children with different immunophenotypes

Chromosome karyotype

immunophenotyping n CD34" positive CD117*positive
abnormality
LY+AML 59 48(81.4%) 36(61.0%) 10(16.9%)
LY-AML 84 38(45.2%) 9(10.7%) 42(50.0%)
t/a? 18.860 54.44 16.360

P 0.000 0.000 0.000
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Table 3 Comparison of the PTEN expression between children with different phenotypes

immunophenotyping n Expression of PTEN protein Positive rate of PTEN protein
LY+AML 59 65.33+ 2.34 56(94.9%)
LY-AML 84 20.11+ 4.11 11(13.1%)
t/a? 17.204 93.175
P 0.00 0.000
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Table 4 The major independent risk factors affecting immunophenotype in AML(n=143)

Indexs B SE Wald P OR 95%ClI

Expression of PTEN protein 0.089 0.012 50.378 0.000 1.098 1.043-1.155
CD34" positive 0.056 0.017 10.902 0.000 1.045 1.023-1.139

CDI117" positive 0.022 0.006 14.444 0.000 1.092 1.009-1.852

Chromosome karyotype
1.294 0.541 5.442 0.021 0.294 0.110-0.829
abnormality
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