DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol21 NO.11 JUN.2021 - 2077 -

doi: 10.13241/j.cnki.pmb.2021.11.017
SR & A o B HerA2 BEDY | Set JEPRIIR 57 R
PG G SR FSE *

AR oK FEE EHE A A B
(B EFEEIFH MR ER MR AR G &% 710038)

AE BW:A0T 80 R 9k (AML) %4 HtrA2 KB Set A W AR L7 A ARG 0K R, Fik:ik#F 20175 6 A ~2019 £ 6
R R B BEHAT &7 09 90 Bl 7 STA R EG 5 A AML BB AR RBETAT R A A AML 40, 5 i BUR) B 4 R 4% Be ik 474 B4
Ho#d 90 ) & B A A A xR L, #om] HirA2 2 B Set & B £ #40 %iX & 9B fe P 89 K ik ; 247 HirA2 LB Set £ B Rk 5
AML # 2 F85 HEA] & 20 it 4 NCCN B 5 B A7 e % %o 4R :HurA2 AW A AML 40 £ A R-FAK T 2T 48, Set A H
£ AML 28 9 &k K-F & T2 BBAL(P<0.05), HrA2 3B of ik fo 8 5] | & 2 fe it 200 £ (P>0.05) 5 Set 2R I o ik FoSf 8
HA % (P>0.05), 5 & tn it 28 % (P<0.05), HirA2 & B /£ NCCN R Rl #9FU6 o 40 ¥ 89k ik £ 5+ 43+ 5 5 L (P>0.05); Set
JE B /£ NCCN 7R Rl 49705 24P 09 %3k £ F A %t 5 & L(P<0.05) ., HtrA2 JL P F= Set Sk B /£ R Bl 77 2k % % P 49 Rk £ F A %
2 EL(P<0.05), Z5i8: AML %% HirA2 J B A GK F B, Set A B A A Jh &, Set 45 B A= HirA2 3 B B A 346 AML 77 20494 77,
Set 2 B T4 846 AML & #8975 .

KERIE: 2R R & % HirA2 S Set K 1 ;57 2 UG

hESES:R733.7 XEKERIREE:A XEHS:1673-6273(2021)11-2077-04

Study on the Relationship between the Expression of HtrA2 Gene
and Set Gene and the Efficacy and Prognosis of Patients with
Acute Myeloid Leukemia*

JI Yue-ru, CHEN Yi, LI Guo-hui, YAN Xue-gian, LIU Li, QIN Wei-wei"
( Department of Hematology, Second Affiliated Hospital of Air Force Military Medical University, Xi'an, Shaanxi, 710038, China)

ABSTRACT Objective: To investigate the relationship between the expression of HtrA2 gene and Set gene in patients with acute
myeloid leukemia (AML) and the efficacy and prognosis. Methods: The clinical data 90 newly diagnosed patients with AML complete
medical records treated in our hospital from June 2017 to June 2019 were selected as the subjects of this study, taken as AMI group. 90
healthy volunteers in our hospital were taken as the control group at the same time. The expression of HtrA2 gene and Set gene in
peripheral blood of the two groups were detected. The relationship between the expression of HtrA2 gene and Set gene and age, gender,
white blood cell count, prognosis classification of NCCN and efficacy. Results: The expression level of HtrA2 gene in AML group was
lower than that in control group, while the expression level of set gene in AML group was higher than that in control group (P<0.05).
There were no significant correlation between the expression of HtrA2 gene and age, gender, and white blood cell count (P>0.05);There
were no significant correlation between the expression of Set gene and age, gender (P>0.05), while it was related to white blood cell
count (P<0.05). There was no significant difference in expression of HtrA2 gene in different prognostic groups of NCCN (P>0.05). The
expression of Set gene in different prognostic groups of NCCN was significantly different (P<0.05). There were significant difference in
the expression of HtrA2 gene and Set gene in patients with different efficacy (P<0.05). Conclusion: In patients with AML, HtrA2 gene
expression is decreased, and Set gene expression is increased. Set gene and HtrA2 gene have the potential to evaluate the curative effect
of AML. Set gene can help to evaluate the prognosis of AML patients.
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GATTTGGTCGTATTGGG-3'; F 5| 9 : 5-TGGAAGATGGT-
GATGGGATTTC-3',
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Table 1 Expression of HtrA2 gene and Set gene in AML group and control group( xzs )
Groups HtrA2 Set
Group AML(n=90) 0.208+0.102 0.643+0.123
Control group(n=90) 0.641+0.104 0.138+0.011
t 28.199 39.795
P 0.000 0.000

22 HtrA2 EFE Set EERIFRIAFIELS 4F) . BRI EIHI X B
HtrA2 JER BB AAERS . RS . B 408086 (P>0.
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Table 2 Relationship between expression of HtrA2 gene and Set gene and age, sex and white blood cell count( x+s )

Factors n HtrA2 t P Set t P
Male 48 0.216+0.064 0.642+0.116
Gender 1.195 0.235 0.073 0.942
Female 42 0.199+0.071 0.644+0.122
<60 years old 80 0.211+0.049 0.640+0.045
Age 1.561 0.122 1.750 0.084
2 60 years old 10 0.185+0.055 0.667+0.054
White blood 2 30x10°L 25 0.195+0.041 0.672+0.068
1.154 0.252 2.760 0.007
cell count <30x10%L 65 0.209+0.055 0.632+0.059

3 3 HtrA2 E R, Set EERRIEFI NCON FUEH MK B (s )
Table 3 Relationship between expression of HtrA2 gene and Set gene and prognosis classification of NCCN( x5 )

Prognosis classification of NCCN HtrA2 Set
Favorable prognosis(n=10) 0.217+£0.054 0.574+0.018**
Moderate prognosis(n=70) 0.212+0.066 0.644+0.051*

Poor prognosis(n=10) 0.169+0.051 0.703+0.042
F 2.128 18.359
P 0.125 0.000
Note: Compared with poor prognosis,* P<0.05; Compared with moderate prognosis, “P<0.05.
% 4 HrA2 EE. Set BEMFATMTFHHIE R (1xs)
Table 4 Relationship between the expression of HtrA2 gene and Set gene and efficacy( xzs )
Efficacy HtrA2 Set
Complete remission(n=80) 0.217+0.026 0.637+0.037
Complete remission was not achieved(n=10) 0.137+0.029 0.689+0.042
t 8.501 4.130
P 0.000 0.000

3 i
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