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[ Abstract] Objective; To explore the effects of Ruxolitinib
[UrFs HEA] 2021-03-07 [f&EHEF] 2021-07-17 on expressions of programmed death receptor-1 ( PD-1),
[E£WE] " WitARHEEAHF ARSI H (45 :162  programmed death ligand-1 (PD-L1) and regulatory T cells
T77120D) s TARBRINTT e X BES7 AN FHI B H (% (Treg) in JAK2 V617F positive myeloproliferative neoplasms
%7:2020034) (MPN) and its clinical significance. Methods: 46 cases of
[@EFfEE] ° EE2,E-mail:suyunwen@ 163. com JAK2 V617F positive MPN patients in Baoding No. 1 Hospital
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were researched, including 41 cases in the initial treatment group, 5 cases in the Ruxolitinib group, and 20 healthy volun-

teers in the control group. The JAK2 V617F to JAK2 ratio was detected by fluorescence quantitative polymerase chain reac-

tion. Bone marrow and peripheral blood samples from 12 patients were treated with Ruxolitinib of 250 nmol/L. PD-1, PD-L1

and Treg expressions were detected by flow cytometry before and 48 h after treated with Ruxolitinib. Results: PD-1, PD-L1

and Treg expressions in JAK2 V617F positive MPN patients were significantly higher in the initial treatment group than in

other two group (P <0.05); PD-1, PD-LI and Treg expressions in primary MPN cells decreased significantly 48 h after the

intervention with Ruxolitinib of 250 nmol/L (P <0.05). Conclusion; PD-1, PD-LI and Treg participate in the onset of
MPN. Ruxolitinib can inhibit the progress of MPN via inhibiting the expressions of JAK2 V617F, PD-1, PD-L1 and Treg.
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Figure 1. Expressions of JAK2 V617F, PD-1, PD-L1 and Treg in Each Group
PD-1; Programmed death receptor-1; PD-L1: Programmed death ligand-1; Treg: Regulatory T cells.
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*x1 A[EH JAK2 V617F PD-1.PD-L1 ¥ Treg &K EX &
Table 1. Expressions of JAK2 V617F, PD-1, PD-L1 and Treg in Each Group

Group JAK2 V617F/ PD-1 in myeloid PD-L1 in myeloid PD-1 in lym- PD-L1 in lym- Treg (%)
JAK2 ratio ( %) cells (%) cells (%) phocytes( % ) phocytes ( %)
Initial treatment group  54.12 +24.86 40.87 +23.11** 44.79 £19.15 ** 3.26 £3.92 5.30+£7.95 12.24 £7.41+*
Ruxolitinib group 42.69 +21.71 5.79 £1.64 2.99 +1.28 2.98 +2.04 3.88+13.6 1.57£1.79
Control group 0 1.62 £0.78 1.63 +£0.84 0.21 £0.31 0.16 £0.21 1.24 +£0.83
F 59.34 33.87 61.26 6.36 4.418 26.42
P 0.191 0. 000 0.000 0.848 0.639 <0.001
* Compared with the Ruxolitinib group (P <0.05) ; *compared with the control group (P <0.05).
Abbreviations as indicated in Figure 1.
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Figure 2. Expressions of PD-1 and PD-L1 in Each Group

A. Myeloid cells, the control group; B. Myeloid cells, the initial treatment group; C. Myeloid cells, the Ruxolitinib group; D. Lym-
phocytes, the control group; E. Lymphocytes, the initial treatment group.

Abbreviations as indicated in Figure 1.
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. 930 - MR WG 59497 2021 4F 10 H 55 34 4555 10 #] J Cancer Control Treat, October 2021, Vol. 34, No. 10

x2 EAEEERENK MPN 4Aa1E ARS8 # 4 PD-1.PD-L1, #E 40k PD-1 R 5hE M Treg 7k F %500
Table 2. Expression Levels of PD-1 and PD-L1 in Bone Marrow, PD-1 in Lymphocytes, and Treg in Peripheral Blood after

Treated with Ruxolitinib

Group N PD-1 in myeloid cells (%) PD-L1 in myeloid cells ( % ) PD-1 in lymphocytes ( %) Treg ( %)
Before intervention 12 42.88 +24.92" 46.73 £21.76 " 2.65+2.82 10.14 £10.92"
After intervention 12 25.54 £19.70 34.68 £23.51 1.40 +1.47 5.16 £7.52

Z 3.061 3.061 1. 837 2.981

P 0.002 0.002 0.066 0.003

* Compared with results after the intervention with Ruxolitinib, P <0.05.

Abbreviations as indicated in Figure 1.

=3 5fEENAAREREIE JAK2 V617F g8 R MM PD-1,.PD-L1, #E 40 PD-1.Treg Ak FLLE
Table 3. Expressions of JAK2 V617F, PD-1 and PD-L1 in Bone Marrow, PD-1 in Lymphocytes, and Treg in Peripheral

Blood in 5 Patients before and after Ruxolitinib Treatment

No. Disease V617F/JAK2 ratio ( %) PD-1 in myeloid cells (%) PD-L1 in myeloid cells (%) Treg (%)

Before After Before After Before After Before After
1 MF 91.11 70.10 13.60 6.33 47.5 4.09 42.06 1.00
2 MF 78.90 52.87 68. 80 8.27 7.21 11.4 32.86 0.79
3 MF 74.87 49.48 56.24 4.33 14.35 4.09 35.12 2.69
4 ET 35.11 21.09 9.17 4.14 2.09 1.13 24.45 1.32
5 ET 45.38 19.93 20.06 5.89 10.334 2.25 30.04 2.07

MF: Myelofibrosis; ET: Essential thrombocythemia; other abbreviations as indicated in Figure 1.
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