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Abstract:  [Objective] To investigate the expression and clinical significance of programmed death—1(PD-1),
programmed death—ligand 1 (PD-L1) and CD4" CD25" Foxp3™ regulatory T cells (Treg) and CD47/CD8" ratios in JAK2
V617F mutation positive myeloroliferative neoplasms patients (MPN). [ Methods ] 45 cases of JAK2 V617F positive MPN
patients were selected including 17 cases of essential thrombocythemia (ET), 13 cases of polycythemia vera (PV) and
15 cases of primary myelofibrosis (ET). 30 cases of the newly diagnosed group and 15 cases of treatment group were from

them. 15 cases of healthy volunteers were selected as control group. The ratio of mutant and wild type of JAK2 was
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detected by fluorescence quantitative polymerase chain reaction (FQ—-PCR). The expression levels of p~JAK2, PD-1 and

PD-LI in pathological tissues of bone marrow were detected by immunohistochemistry. The changes of treg cells and

lymphocyte subsets in peripheral blood of MPN patients and controls were detected by flow cytometry. [Resulis] The

expression levels of p—JAK2, PD-1, PD-L1, and Treg in the newly diagnosed group were significantly higher than that

of treatment group and control group (P<0.05) , while the expression levels of CD4"/CD8" ratio were significantly lower

than treatment group and control group (P<0.05) . JAK2 V617F mutation burden was positive correlation with PD—1 and
PD-L1, and was negative correlation with CD4"/CD8", the correlation coefficients were r=0.593, P<0.01; r=0.723, P<
0.01; r==0.771, P<0.01, respectively. [Conclusion]p—JAKZ, PD-1, PD-L1, Treg, CD4"/CD8" and JAK2 V617F were

involved in the pathogenesis of myeloroliferative neoplasms.
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A:p-JAK2, B:PD-1, C:PD-L1;1:newly diagnosed group; 2:treatment group; 3 : control group. X400.
E1 eEEARNFEEERN p-JAK2.PD-1,PD-L1 RiAKFE
Fig.1 Immunohistochemical staining analysis of the expression levels of p—JAK2, PD-1 and PD-L1 protein

£1 ¥RAGETHERIRA JAK2 V617F 5 PD-1 % PD-L1 RiAZE R
Table 1 The expression levels of JAK2 V617F and PD-1, PD-L1 in newly diagnosed group, treatment group and

control group (X +S,%)
Groups n JAK2 V617F/JAK2 p-JAK2 PD-1 PD-L1
Newly diagnosed group 30 52+ 18" 80 + 23" 50 + 24" 55 £21"7
Treatment group 15 39 + 17% 58 + 18 26 + 16 31+ 16"
Control group 15 0 41 £ 13 6+3 5+4
X’=35.91 F=2045 X'=36.33 X'=39.81
P 0.000 0.000 0.000 0.000

1) compared with the treatment group P<0.05; 2)compared with the control group P<0.05.

WA RTINS IR Treg ANMIZE R s : 320 24 JAK2V617F x% &5 PD-1.PD-L1.CD4"/
ZIHIH G 22 5 (P<0.05) , iR 41 (14 + CD8'. Treg £ REIHH X 5347

% E FIRIF 4 (7 + 4)% Fl X 18 4 (1.78 + Pearson £k P4 A 5& 43 1 1. 78 91 7R MPN H 34 9
0.96)% ,JRIr 4l TR (£ 2) JAK2 V617F 2848 5 PD-1 . PD-L1 IEMH %, 5
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Table.2 Peripheral lymphocyte subsets and Treg cell test results (X +S,%)
Groups n CDh4* CDg* CD4"/CD8" Treg
Newly diagnosed group 30 31+ 10" 37 £ 12" 0.84 +0.18"” 13.6 + 7.3
Treatment group 15 35+ 117 31«8 1.19 + 0.39” 6.7 +3.7”
Control group 15 41+ 15 28 + 10 1.49 £ 0.42 1.8+ 1.0
x’=6.259 F=3.938 X’=27.00 X’=35.66
P 0.044 0.025 0.000 0.000

1) compared with the treatment group P<0.05; 2)compared with the control group P<0.05.

CD4°*/CD8" 11 #1 5% (r=0.593, P<0.01; r=0.723, P<
0.01;r=—-0.771, P<0.01), 55 Treg #fi ifd Lt 51 Jo AH 3¢
P (P>0.05), PD-1'5 PD-L1 iEAH 3¢ (r=0.561, P<
0.01),PD-L1 5 CD4*/CD8" H i 11 #H % (r=—-0.585,
P<0.01) ,1fii PD-1.PD-L1 5 Treg 41 ifs . 1] 44 JC W
A (P>0.05) .
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