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ABSTRACT Objective: To investigate the relationship between levels of serum soluble E-cadherin (SE-CAD), soluble programmed
death factor ligand-1 (sPD-L1) and macrophage inflammatory protein-lae  (MIP-1a) and their curative effect and prognosis in patients
with acute myeloid leukemia (AML). Methods: 69 patients with AML who were admitted to The First Affiliated Hospital of Bengbu
Medical College from January 2018 to January 2020 were included in the AML group, and 50 healthy volunteers who underwent physi-
cal examination in our hospital during the same period were selected as the control group. The levels of SE-CAD, sPD-L1 and MIP-1« of
all subjects were compared. Patients in the AML group were followed up for 9 months after standardized treatment, the curative effect
and prognosis of the patients were evaluated, and the levels of serum SE-CAD, sPD-L1 and MIP-1a in patients with different curative
effect and different prognosis were compared. The correlation among serum SE-CAD, sPD-L1 and MIP-1« in patients with AML was an-
alyzed by Pearson test. Results: The levels of serum SE-CAD, sPD-L1 and MIP-1a in AML group were higher than those in the control
group (P<0.05). In the comparison of different curative effect patients, the levels of serum SE-CAD, sPD-L1 and MIP-1« in the non-re-
mission group were higher than those in the partial remission group and complete remission group, and those in the partial remission
group were higher than those in the complete remission group (P<0.05). In the comparison of different prognosis patients,the levels of
serum SE-CAD, sPD-L1 and MIP-1« in the death group were higher than those in the survival group (P<0.05). After Pearson test and
analysis, SE-CAD was positively correlated with sPD-L1 and MIP-1a (r value=0.498, 0.509, P value=0.006, 0.002), and there was a posi-
tive correlation between sPD-L1 and MIP-1a  (r value=0.517, P value=0.000). Conclusion: The levels of serum SE-CAD, sPD-L1 and
MIP-1« in patients with AML are abnormally increased.The observation of the above indexes has a certain guiding role in the evaluation
of curative effect and prognosis of patients, and which may be used as auxiliary indexes for the diagnosis, curative effect and prognosis of
AML.
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Table 1 Comparison of various index levels between AML group and control group(x s)

Groups n SE-CAD(ng/mL) sPD-L1(ng/mL) MIP-1a(ng/L)
AML group 69 7.97+ 2.98 6.19+ 2.43 203.11% 24.87
Control group 50 1.79% 0.62 0.83+ 0.34 122.38+ 14.76
t - 15.124 15.470 20.475
P - 0.000 0.000 0.000
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Table 2 Comparison of various index levels of patients with different curative effects(x+ s )
Groups n SE-CAD(ng/mL) sPD-L1(ng/mL) MIP-1a(ng/L)
Non-remission group 22 13.97+ 1.86® 9.89+ 1.83* 239.81+ 21.42*
Partial remission group 29 597+ 1.78 4.13% 1.02° 182.38+ 16.70°
Complete remission group 18 3.86+ 0.89 2.09+ 0.56 149.82+ 15.98
F - 16.098 17.114 18.370
P - 0.000 0.000 0.000
Note: Compared with partial remission group, *P<0.05; compared with complete remission group, °P<0.05.
* 3 ARG EE TSR T (2 5)
Table 3 Comparison of various index levels of patients with different prognosis(xt s )
Groups n SE-CAD(ng/mL) sPD-L1(ng/mL) MIP-1a(ng/L)
Death group 24 14.92+ 2.93 10.87+ 2.21 237.91% 20.92
Survival group 45 4.26% 0.75 3.69+ 0.92 184.55%+ 14.23
t - 23.158 19.012 12.544
P - 0.000 0.000 0.000

3 Pig

AML ER AR I E T, R 2 5 BT I
1 30% , BARIG IR A 5& AML TR RAWIR A, (AL &R ALH]
SRR BETER T i, BUA MRE N W IR R 8E B R B
AML RJiH BT —E BIFE RS, 8 i X — LA Y hr )
FENAE B FAKCE BRI, )25 & B AML fB 35 5 52 31| — 2B R 3
BRI BT SRk T A0 T A sz LA B4, 5
SMRIETIRE 2 IR TR AT R 23 T i v 8 2 3 1M 2y
RERIRCIRN, 7E AML S8 351 ik e it FR vl A — R 51 40
PR (14) 5 2 3K, T 3k S 200 G PR 7 (14) 57 2R 3838 W] 5 MRl A . 1)
AR, S S R R DA i A A R A A A o
PEPRTT , R EA T2 A RS A2 25 T I RN R
M, PRI, PR E AML KA % Je h i RIB I AE )2 m i xsr
T AML 2 W J7 3 S s AL A M H .

TEAHE 5T XF AML R & (W Ifl 7§ SE-CAD . sPD-L1,
MIP-1o ZKF-BEATREIN , I 5% HR A bhdst, 45 2R 7R AML 4 i
F I 3E SE-CAD sPD-L1 MIP-1o /K-35 T4 HRZH , 2B
SE-CAD sPD-L1 MIP-1a % 845 4 AML i 2 I 35 o 2 31
Fiko XJEF R SE-CAD & ZFEM: I i S Ar iy, £ 2
TR THURSE D ey, HAENIARN A FEEREN S
RN IE S FIF R A A KR B e, £ R FEIR
e L 20 ek 4 e B, Lok 0 T 1 B BT 45 A B R L 25 3
1M i% SE-CAD JK 1 i T+ 22, sPD-L1 ENLIRN T 5
PD-1 ZIRGE A MHIAUA T AUy iE ki, SEBURIER 1Y
GETIIRESZ B , 2 10 A iR 4 MR e 1 AE Y 7 AML iR
AR PG G ) 15 10T A0 T AR B ) S S 7,
LT T 3280, HETT 520 AML 8235 009175 I 2 R0 B2
MIP-1o AE AL E F R —51, ENURNE T 2 Fhige
BAEZ P Y2EA0%, BEAERFSE 2B MIP-1a F] A S

MR B2 SN, I R REIE 1k [ 43 WA sl 55 03 Wi A2 5 5 I 1)

LS A JICE, AL I T PR AR B BB, AL/ E AML 647 1fiL

T MIP-1o A1 52 B /KPP, TEH 25 1097 5 , AN RT

OB 1) R R AR K AT B AR TR] oK 2 i 4 00 il v

SE-CAD \sPD-L1 MIP-la 7K-V-i5 T8 70 G i LM 8 A 2 i 41

HABIT i e T8 e 4 o [R)RE22aed BE VT WS T FAS [m] 15

J& B PAET ALY MY SE-CAD sPD-L1 MIP-1a 7K 44755 T

FE% 4. $R M3 SE-CAD sPD-L1 MIP-1a /K25 L T AE 5

AML B FH WM I H G, XHBF TSI A —

FE AR S E . 283 A OCHE 23 7 ATl SE-CAD 5 sPD-LI,

MIP-la % IEAH G, sPD-L1 15 MIP-la 1 52 IEAH EPE . 4205

SE-CAD ,sPD-L1 MIP-1a = # [AI A EAEH , Fe 1] 7 AML & 1.

20 P R R B o e R S S 5 A b R B R

1, B4 K6 I 1.3 SE-CAD (sPD-L1 MIP-1a /KF- Al fiE  AML

BHE WIS STBOHUS AL B B
£i E TR, AML # % Il 3% SE-CAD sPD-L1 MIP-1a 7K

S ThE , LA LRk F 08 8 7 R S WA A — &

F5RAEH], WTREVESS AML i2WT 7 RO TS VEAS A B 4645

% # 3¢ #k(References )

[1] BAR, FHE, XEH, F. Tim3 £ 2 2 9 hm &4 NK 20
e k6 FOR A AE B I AR SL [T]. P A ik 22 2 &, 2019, 40(9):
755-758

(2] fT2h, R4 T, R A, SMM R & dym &SR WT1 A B &
ERFRAL Y fiE 1L-6,C3,C4 69 2 [J]. BmdE/E, 2018, 16(4):
512-515

3] »t35, B A, L&, 5. BRHMM AR F RO AEHIME G
T & 8l AT S T]. P B 52 B ik 5 2 &, 2018, 26(1): 202-207

[4] Song X, Peng Y, Wang X, et al. Incidence, Survival, and Risk Factors
for Adults with Acute Myeloid Leukemia Not Otherwise Specified
and Acute Myeloid Leukemia with Recurrent Genetic Abnormalities:

Analysis of the Surveillance, Epidemiology, and End Results (SEER)



DREYESSHE  biomed.cnjournals.com  Progress in Modern Biomedicine Vol22 NO.3 FEB.2022

- 573 .

Database, 2001-2013[J]. Acta Haematol, 2018, 139(2): 115-127

[5] &F AW, T4k, kA, 5.20152017 F AL FARBRERR 3
Hr G L m A AT IR F R &[] P BAREE IR, 2019, 29(4): 22-23

[6] E#E, T X, ¥, F. Tk E HukamERR 125AME
B8 4 BRANE P SRR 6 16 ARALT]. AR A B
#,2019, 27(16): 2921-2924

[7] Prada-Arismendy J, Arroyave JC, Rithlisberger S. Molecular biomark-
ers in acute myeloid leukemia[J]. Blood Rev, 2017, 31(1): 63-76

[8] R, #8F I\, 4h44. % SE-CAD 5 Matriptase /2 2180 2 & 2%
EH P FA KRR ARE L [J]. P E SRR R FRE, 2019,
27(3): 753-757

[9] bt Fok, HEE, & DNA WAMBE A KA XL EHMA G
Ao B H W RAFIER TG FER [J]. F 4 de i 5 26 &, 2019, 40(3):
227-231

[10] LuT, Chen Y, LiJ, et al. High Soluble Programmed Death-Ligand 1
Predicts Poor Prognosis in Patients with Nasopharyngeal Carcinoma
[J]. Onco Targets Ther, 2020, 13: 1757-1765

(11] ¥, ke, B A, & @ biE a2 5 2R a0 10 & foi &
HhriEAa R B am AR T TR e kA e %ml]. P EE
5 e E 2020, 40(11): 2290-2293

[12] Arber DA, Orazi A, Hasserjian R, et al. The 2016 revision to the
World Health Organization classification of myeloid neoplasms and
acute leukemia[J]. Blood, 2016, 127(20): 2391-2405

[13] 2%, 4T3, 25, . A KR EEHRIES W BIE 2T 24 H &
& fny% % 4 o 7% HGF . VEGF 5 LDH K -F 8% a[]]. AR AH E
3, 2018, 18(6): 1085-1088

[14] FMREaZh, Rax 2, Mok, 5. SR A O R B 5 TG RREMXA
B8 % o Ar[T]. B 8 fik R 2 &, 2019, 27(2): 331-338

[15] Jahn N, Terzer T, String E, et al. Genomic heterogeneity in
core-binding factor acute myeloid leukemia and its clinical implica-
tion[J]. Blood Adv, 2020, 4(24): 6342-6352

[16] Almotiri A, Alzahrani H, Menendez-Gonzalez JB, et al. Zeb1l modu-
lates hematopoietic stem cell fates required for suppressing acute
myeloid leukemia[J]. J Clin Invest, 2021, 131(1): e129115

[17] Cui P, Zhang Y, Cui M, et al. Leukemia cells impair normal

hematopoiesis and induce functionally loss of hematopoietic stem
cells through immune cells and inflammation[J]. Leuk Res, 2018, 65:
49-54

[18] M 4%, wkir &, M, ¥. TGFRl % VEGF A B A& MM 2 G
A g B A 0 E K R B G R TS MA)]. F B SRR ik A
&, 2020, 28(1): 142-147

[19] # o, 2k, F 4, F kB LaRMAGnRELF A RE L%
PG AT B 4R d5 SR B S1 A s i e - dm REAS 69 7 AT IB[D). B =
£ R KFFIR, 2020,29(17): 182-185

[20] Zhu S, Zhao G, Zhao X, et al. Elevated soluble E-cadherin during the
epithelial-mesenchymal transition process and as a diagnostic marker
in colorectal cancer[J]. Gene, 2020, 754: 144899

[21] Soyama A, Eguchi S, Takatsuki M, et al. Significance of the serum
level of soluble E-cadherin in patients with HCC [J]. Hepatogastroen-
terology, 2008, 55(85): 1390-1393

[22] Hu QP, Kuang JY, Yang QK, et al. Beyond a tumor suppressor: Solu-
ble E-cadherin promotes the progression of cancer [J]. Int J Cancer,
2016, 138(12): 2804-2812

(23] Z= 3%, vhapcth, 3eh. IL-12.00-15 x4 &5 7 & doom & 8 3k
R CD34+ & oy tn f k4 3 NK a JeAE R A7 2 [1]. e SR 78 5 22
&, 2019, 29(12): 2881-2885

[24] Brusgard JL, Choe M, Chumsri S, et al. RUNX2 and TAZ-dependent
signaling pathways regulate soluble E-Cadherin levels and tumor-
sphere formation in breast cancer cells [J]. Oncotarget, 2015, 6(29):
28132-28150

[25] ZWe, & 548, 5%, . RF A& FLAG 7 %34 77 bt &tk
A G fgm[J]. BT E S, 2008, 32(10): 760-761

[26] Salik B, Yi H, Hassan N, et al. Targeting RSPO3-LGR4 Signaling for
Leukemia Stem Cell Eradication in Acute Myeloid Leukemia[J]. Can-
cer Cell, 2020, 38(2): 263-278

[27] Baba T, Mukaida N. Role of macrophage inflammatory protein (MIP)
-1a/CCL3 in leukemogenesis[J]. Mol Cell Oncol, 2014, 1(1): €29899

[28] FRR, kR, T 5%, & FLT3-ITD % CEBPA L B £ % TR
A GPRE R G fh B4 69 16 R AE B TUS 2 AT, oF He ik 5 2
&, 2020, 41(4): 297-301



