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[Abstract] Objective To analyze the percentage of myeloperoxidase (MPO)- positive acute
myeloid leukemia (AML) blast cells, and to explore the correlation of MPO expression with the clinical
features, gene alterations, therapeutic response and prognosis of AML. Methods The expressions of MPO
in BM blasts cells of 233 newly diagnosed AML were retrospectived analyzed, they were divided into two
groups using the percentage of MPO-positive blast [low (<70%) and high (> 70%)], clinical features, gene
alterations, chemotherapy efficacy and prognosis were compared between the two groups. Results (DOf
the 233 patients, 121(51.9%) were in the low MPO group, and the rest 112(48.1%) in the high MPO group.
Favorable-risk group according NCCN guidelines of AML was always MPO-high (y° =32.773, P <0.001),
while MPO-low was closely related to poor-risk (y*=7.078, P =0.008); @ DNMT3A mutation (y* = 6.905,
P=0.009), spliceosome genes mutation (SF3B1/SRSF2/U2AF1) (* =5.246, P=0.022), RUNXI mutation
(¢ =4.577, P=0.032), ASXL1 mutation ()* = 7.951, P=0.005) and TP53 mutation (P = 0.004) were more
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likely to be seen in the low MPO group, while C-KIT mutation () = 8.936, P = 0.003) and CEBPA mutation
(¢’ = 12.340, P < 0.001) were more frequent in the high MPO group, especially CEBPA double mutation;
(3)The rates of first complete remission in the low MPO group were significantly lower than that in the high
MPO group (38.8% vs 68.1%, ' =15.197, P<0.001). Multivariate analysis showed that low MPO positivity
significantly affected the CR, unfavourably. @) The overall survival (OS) and the progression-free survival
(PES) were significantly worse in the low MPO group (18.0% vs 89.4% for OS, and 11.5% vs 56.7% for
PFS, P<0.001). Multivariate analysis disclosed that the low number of MPO was significantly
unfavourable prognostic factor. & The low MPO group still showed a worse survival even when restricted
to the patients with normal karyotype, the OS and the PFS were 31.1% and 18.8% respectively.
Conclusions AML with different MPO expression percentage had a unique gene mutation spectrum. Low
expression of MPO was an independent risk factor for CR;, OS and PFS in AML patients, which may be a
simple and highly significant factor for AML patients when evaluating the therapeutic efficacy and
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prognosis.
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CRIYMAfER N . AT &5 R 5 H—8
DL S5 0EER I R AT AR T2 B MPO 33k skt
XA HLA 15 S AT 2 s KURE: 1 AML SR, LU
X R R A TR AIRYT T 1. MPO = 3R
K5 5 B CR R AT REA LU A : MPO 5 £ 35
AT LB T D5 &0y 440 T A7 245 o B e ) Rk
PEUST S JE 440 i MPO mRNA 2235 7] L Bt 5 4k
I BB RIS AHOC I 3 B R IE : MPO = Rk £
AR BRI AML, 1 MPO R ik 5 HilE A B
KR T 22 2956 A5 1 I A AML AR

HAEA T 45 5 B , MPO 5 #6354 OS % PFS
T BAR T MPOILR AL . Cox BRI Z A K 4y
HriEsE MPO fIRERIA & [ 35 OS S PFS A 57 il
JEARRHZE, X5 Matsuo 5" [ Advani 55 BIBFFE
ghEIR—F, NE— I MPO Fk Y UG M8, 38
A% H A Y 101 () 1E # A% A AML 38 154 730 41 43
BT, & B MPO IR A RN T 1E 5 % AML f8 % 1)
OS FIPFS &, Matsuo 55 i 5 A1, 31F 5 R A 7E 15
J& H G 2H T 7 A% R ZH AML, MPO 1% 2% 35 24 il 7%
AN EF{ OS FIPES, 1 MPO 15 2635 A 1F 5 7% 5 AML
EERE T 505 RIFZRAM I 0S. MPO1K
FEIRXF AML 15 B AN K52 JEHARBLAE < 60 % 4
A R, MPO IR FR 3k &2 iz A Az A
T IE R %8 AML B3 OS FI PFS b7 fa e R %
IR , MPO 263K 7E Z4FE AML B TS 1 7T fig
B, 28 HRLA, T BB 84 AML AURR (%) 25 )~ 4k
Wit KA 24 Wa R B IR & F il s A7 32 vk
25 NI 24 SRR AT i A AHOG

25 Frk , AML 53 MPO 235K A[A] , HiIE R
GRS TE IR s MPO 3K X DA 4112 AML J7 3%
S¥e B EEE N, UMb g @A I MPO £
KA REAE AT AML W5 & 48 S AR IA )T 5 1Y
— PP EE S AT TR

2 % Xk
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