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[ Abstract] Objective To explore the relationship of p53 gene mutation with clinical features and prognosis of
myeloproliferative neoplasms (MPN). Methods Totally 126 patients with MPN admitted to the hospital were selected
from January 2017 to January 2020. p53 gene mutation was detected by second generation sequencing. The patients were
followed up to count the overall survival time and cumulative survival rate. The influence of p53 gene mutation on the
patients’ clinical features and prognosis was analyzed. Results A total of 12 (9.52%) patients with p53 gene mutations
were detected in this study, and the mutations were mainly located in exons 4-8. There was no statistically significant
difference in the detection rate of p53 gene mutations in different types of patients (P>>0. 05). Patients in the p53 muta-
tion group were older than those in the non-p53 mutation group, and the WBC was lower than that in the non-p53 muta-
tion group (P<C0.05). The chromosomal karyotypes and IPSS stratification showed statistically significant differences
between the two groups (P <C0.05). The OS time and cumulative survival rate of the non-p53 mutation group were
significantly longer/higher than those of the p53 mutation group (P<C0.05). Conclusion The incidence of p53 gene
mutations in patients with MPN is relatively higher, which is related to the patients age, WBC. abnormal karyotypes and
IPSS stratification. p53 gene mutations can affect the prognosis of patients. which indicates that it can be used as an
objective indicator to screen high-risk population of poor prognosis.
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Table 2 Comparison of general clinical data of patients with p53 gene
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Figure 1 Survival curves of p53 gene mutation patients and non-mutant-

patients

3 itig

WE A A 9% 26 B . 48 DR 7 38 W3t 4% 2% 28 78 M i
IR B f ek A J2 MPN & 4k % R i o B [N 25, B 45
5 DY 2 REE ) 0 R R R W R R & b R TR AE
MPN % 1E K 03 v (g 7 Bl R . p53 R 2
— MR N, B ST R H B A
A 47 K5 R A AR VR 09 /R S HE 98 722 BTy B 5k 2K 23 5 )
20 e T TRV L R R PR ) R R R, IR
WFFEUESE 6 NS A S v s p53 JE A 9878 28 1 1k
50% . IF HAIF po3 JEH AR W) & Wi e A RAEH
BN R p53 FE AR SR R b LA R R
7 A& AB H AR IV FR G i R Y 98 72 AR e AR,
5%~10% . —IA K N2 PEHE R (A L% (acute mye-
loid leukemia, AML) 35 p53 J& K 58 22 (¥ 43 F 5t 1%
SRR MRS R B, 294 9. 10 1 AML & 74
P53 FEPH ZEAEN | ARBESE S5 R R, p53 FE AR LE
MPN & iy & A 3 9. 52 %, 5 SOk 8 A —
. Xt p53 FEPK S A AT K B, p53 ZEAE A AT
FEMT 4~10 SH 8 F BV AR5 T, MPN #
F p53 HH AN T 4~8 4B 5 R IT 45 3
— 5, AWK LRI MPN BE K p53 HEH
RAFK O RAFAE T R p53 PR 28 28 A6 I n i G
2:2 MPN B AN ] 26 A1 % 51 42 (AR 413

HE— 25 43 BT A [) 58 25 17 100 28 38 10 s DR k)
P53 AP B HFW KT p53 A . WBC /KF-IK
T p53 AERAZH IR p53 HIN R L LA TAKH
HLoHX B EN WBC KPH —E»m., Li &%
MDS [ #1 p53 FE K 5 A5 1% B0 i 47 43 B . KB p53
RN AR AR K MDS B R L. IA N p53 3
PRl 9 75 0 R 4 Bt 5 A 1% (1% 386 00 A 328 94 46 0 . AR AIF 5T
45 Rt g — B IS T X — W

Ju 6o (R A% 70 S 0 O 52 ) IV R 6 MR R TS
B R I 2 2 R BN O R R A T R
HEBE UG A RS YIAHE sk TPPS 5 5 i 4
AL MDSAML %5 1l i 5 48 R 8 5 15 1
Moz fER R, AR LB, p53 KA B H
SRR B H 1 Y (AR Y IPSS 5 43 J2 A7 A6 B
25 HRIR p53 FEH KA S MPN B I 5 5 %5 &
HhE fe PSS WG 43 2 M 5G4 B A 6 TR IR ] fE 2
P53 KK AR LA T 3L DA B L H B R
AT FR 2 e 0 AR A% R e A AR A A R A G
R R, p53 BN R AR B E W LIRS S8R
2210 OS, ¥ Ry o 57 0 W5 A B R AR 58 45
RN, p53 AERAH BH 1 OS B Rt A fF R
W5 T po3 SRARH A IR p53 BRI S AE 2352 1



1838 - B3 E S

2022 F 12 A % 34 £ %

12 48  Med ] West China, December 2022, Vol.

34,No. 12

BHERBUG .

4

5B HER  WBC KF- L 5

&t
G ST R RS ER S p53 LN SRR kA R
Wk K IPSS Wi s 4 2

FH G s p53 FE P G AR 23 R Wi 8 3 B TS & 7T A4 Ay e PR
A UG AN B KU AR (9 % LG B

(&% ]

(1]

(2]

(3]

[4]

[5]

(6]

(8]

9]

(10]

(11]

TONG J,SUN T,MA S,et al. Hematopoietic stem cell hetero-
geneity is linked to the initiation and therapeutic response of my-
eloproliferative neoplasms[J]. Cell Stem Cell,2021,28(4) ;780.
SHIDE K,KAMEDA T, KAMIUNTEN A, et al. Calreticulin
haploinsufficiency augments stem cell activity and is required for
onset of myeloproliferative neoplasms[J]. Blood,2020,136(1)
106-118.

TLER L 38 K 0 . B A M 5

208 g BR 43 B [J 1. 0
171-176.

ZHENG C F,ZHAO X X,CHEN X H,et al.

JAK2V617F mutation load by droplet digital PCR can aid in di-

BCR-ABL B ¥ 15 6 14 5 1 i i
SO LW 2% 2% 7, 2019, 27 (1) .

Quantification of

agnosis of myeloproliferative neoplasms[ ] ].

Hematol,2021,43(4) :645-650.

PAZ D L, ASHCROFT P,SKODA R C.

oplasms: The Long Wait for JAK2-Mutant Clone Expansion[]].

Cell Stem Cell,2021,28(3) :359-361.

TREPH . PhEHL. po3 FEH W e £ KM E R &
PR SRR 67 B R TR LT ], T B i il B i W 2

(2):116-121.

DINARVAND N, KHANAHMAD H,HAKIMIAN S M, et al.

Int J Laboratory

Myeloproliferative Ne-

o AL v g £
22k ik, 2021, 44

Expression and clinicopathological significance of lipin-1 in hu-
man breast cancer and its association with p53 tumor suppressor
gene[ J]. J Cell Physio,2020,235(8):5835-5846.

WO MR, X SEL fl TP53 JE[H S i B A R W R A
IF 5835 ()i PRARAE K2 B F 5 [ . Wﬁmlfsé,f,wzom 40
(3):215-221.

SWERDLOW S H, CAMPO E, HARRIS N L, et al. World
Health Organization classification of tumours[ M]. WHO classi-
fication of turnouts of haematopoietic and lymphoid tissues, Ly-
on:IARC Press,2008:125-129.

JIE Z,FLEISCHMAN A G, DOMINIK W, ez al. Determining
the role of inflammation in the selection of JAK2 mutant cells in
myeloproliferative neoplasms[J]. J Theor Biol,2020,425(11)
43-52.

QUIRINO M G.MACEDO L C.PAGNANO K,et al. Toll-like

receptor gene polymorphisms in patients with myeloproliferative

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

neoplasms[ J]. Molecul Biol Rep,2021,48(2):4995-5001.

B K, Bk %, PLAGL2, pl6, p53 K [ 75 5 51 i 46 oh
ik K L], J7ABE4,2020,41(8) :818-824.

TAMURA R E,LANA M G, Costanzi-Strauss E, ez al. Combi-
nation of cabazitaxel and p53 gene therapy abolishes prostate
carcinoma tumor growth[J]. Gene Ther,2020,27(2):15-26.
RIVLIN N,BROSH R, OREN M, et al/. Mutations in the p53
tumor suppressor gene: important milestones at the various
steps of tumorigenesis [ J] Gene Canc,2011,2(4) :466- 474.

IR SCHIC, XIAT L 2235 05, 45, TP53 S 28 48 PR L A S B R (1
155 587 WIS WG R B 43 F A% 24 R AR 4 B [ vp A8 1l ¥R 2% 2%
5.2019,40(6) :528-531.

KADIA T M,JAIN P,RAVANDI F,et a/. TP53 mutations in
newly diagnosed acute myeloid leukemia: Clinicomolecular char-
acteristics, response to therapy, and outcomes[]J]. Cancer,
2016,122(22) :3484-3491.
LI B,LIU J,JIA Y,et al. Clinical features and biological impli-
cations of diflerent U2AF1 mutation types in myelodysplastic
syndromes [ J]. Gene Chromosome Canc,2018,57(2) :80-88.
RIR S XB/INFL SR IGE L S 08 L 20 T 1T I 1 R Y € A Y
G A7 B L PR 3 SCLT . o [ 4% 35 2020, 33(6) - 576-579.
HAO M Z,L1 L L,ZHANG H, et al. The difference between
karyotype analysis and chromosome microarray for mosaicism of
aneuploid chromosomes in prenatal diagnosis[J]. ] Clin Lab A-
nal,2020,34(12) :e23514.

SUERRE . E A2 2ETEMG 45, 236 0 BERG A 5 45 B AE AR AN
WAL 2 RRAE 5 G KBS 40 B LT 1. b 0 52 56 il v 2% 4% 4, 2019, 27
(4):1190-1195.

B BRIGERR BB 55, I IRARAE , SE I =8 A5 AR T T B X £
R B R R BUR S R RS (T, b B S M 2 A Ak
2019,27(4):1166-1172.

EUSEBIO D, ALMEIDA A M, ALVES | M, et al. The Per-
formance of Minicircle DNA Versus Parental Plasmid in p53
Gene Delivery Into HPV-18-Infected Cervical Cancer Cells[]].
Nucleic Acid Ther,2021,31(1).:82-91.

DABROWSKA M,SKONECZNY M, URAM L, et al. Metho-
trexate-induced senescence of human colon cancer cells depends
on p53 acetylation, but not genomic aberrations[ J]. Anti-Canc-
er Drugs,2019.,30(4) :374-382.
CHEN X,CAI S, LI B, et al. Identification of key genes and
pathways for esophageal squamous cell carcinoma by bioinforma-
tics analysis[J]. Exp Ther Med,2018,16(2):1121-1130.
PRI AR LT, oA, 45, FLIRIE R AQ 5 5 BTk 5 p53 JE Rl ik
Ik LS5 5 RS AR ME M I oT [ ], LA MR 5 4%, 2019, 27(15)
2670-2673.

(8 EH #:2021-08-31; & Bl HHi . 2022-04-25: 445 . R H)



