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Abstract Objective: To explore the effect of non-driver mutations on the treatment of patients with primary
myelofibrosis(PMF) with ruxolitinib. Methods: The clinical data of 46 patients with PMF who were initially diag-
nosed in the Hematology Department of Weifang Peoples Hospital from January 1, 2017 to March 1, 2022 were
retrospectively analyzed to explore the relationship between non-driver mutations and the efficacy of ruxolitinib.
Results: Forty-four of 46 patients with PMF had mutations detected, of which 6 patients had triple-negative driver
mutations, and 2 patients had no mutations detected. There were 21 patients with =3 gene mutations and 25 pa-
tients with <{3 mutations. Ruxolitinib still had a better effect on shrinking spleen and improving physical symp-
toms in PMF patients with =3 mutations (P =0. 002, 0.045). There was no significant difference in shrinking
spleen and improving symptoms after treatment with Ruxolitinib compared with<'3 mutations group(P =0. 834,
0.232). PFS of PMF patients with =3 mutations was significantly shortened: 734(119-3 301) d vs 1 904 (479-
5461) d(H=—2.387, P=0.017). There was no significant difference in spleen shrinkage and symptom im-
provement between the group with TET2, ASXL1, EZH2 or TP53 gene mutation and the group without mutation
(TET2: P=0.097,0.088; ASXL1: P=0.137, 0.692; EZH2: P=0.075, 0.655; TP53: P=0.801, 0.869).
The PFS of patients with EZH2 mutation was significantly shortened(P =0.033), and the total PFS of patients
with TET2, ASXL1, and TP53 gene mutations was not significantly shortened than that of patients without
EZH2 mutation(P = 0. 071, 0. 563, 0. 787). Conclusion: The non-driver mutations have a certain effect on the
effect of ruxolitinib on spleen contraction and improvement of physical symptoms.
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J& K& VE i BE 47 4k 1k (primary myelofibrosis,
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A L PR 58 AR ok S AR OK Bl 58 A8 A7 19 5 3K Bl 28 AR 7E
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CALR.MPL % MPN filt & 2 ARG I L — AR 00 ¢ 46
W5 S RE S5 A4S A L X W0 12 H 3 2k AT [ B T
By R4 IPSS. E 2 B &SI BEPR UG 0 &5
DIPSS P14,
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LMLV e R DR R AR . T e 0 DR 4
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DNMT3A. ETV6., EZH2., IDH1. IDH2., JAK2,
KRAS. MPL., NRAS. PIGA, RUNXI1, SETBP1,
SF3B1., SH2B3, SRSF2, TET2, TP53., U2AF1,
ZRSR2, Kp5 5 . a7 & H bR FE P Y 4 L K 41 S

JE >R DNA $2 B 55 & 42 BURE 9 240 DNA R
PREF AR A =20, 42K & 4R B br B I SO AT
38 T T TR EE 1000 X,
1.3 BT M2 A5

A0 e R I AR | R LR R A
N 3 WA MPN-10 340 PFAl 28 38 1R BT vtk . 3
FEWI 2R 12 s UE S X AT U7, BE T R
R3] 2022 45 3 A, TG RAF I (PFS) & X
S IR AT e R T 2 R A T T B (]
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K H SPSS 23. 0 AT S it 4B, 455 I
BB REERLL X +S £ RHBNE T £
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5 s THECEOR LA (Vo) Kok R y” K 89 B Fisher
FEORE Rk AT 22 1 40 B, A5 A7 50 B R Kap-
lan-Meier 3%, 31 ¥E47 log-rank #: %, % F Cox 171
XU 55 7 i A7 B R 2R R 22 I &R 4 A, LA P <<0. 05
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AW FE B 46 1195 4] ) R DIPSS i f5-2
Ko f& A IR P aT B SR iR T . B R LR R
AL JE R AR 4 2R B 0012 B I /N B TR (PLT)
ELPLT>200 X 10°/L B EHEHF E N 20 mg
bid; PLT 100X 10°/L.~200X10°/L &R IHF &
4 15 mg bid; PLT 50 X10°/L~100X10° /L # %
EIAFIE R 10 mg bid, B AR PLT #
HE N A, I R ) o (R) B S R 2R D 2 A B KR
25 mg bid, Wi B A1 U] R 27(3~182)
™A,
2.2 AR PR

A4 5] 83 R D g A, Horh 6 3] A A BK g AR
ARG Sk = BH A0, 2 i BB 35 R A 0 o A ] 28
AR R B & A 104 IR AR, - H ) &
A AR 2,26 AL E 20 PR RAZ LA . JAK2(30 i,
28.8%), TET2 (20 4], 19.2%), ASXL1 (14 i,
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SETBP1. ZRSR2., BCOR. SH2B3. GATA2,
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WBC/(X10°/L) 21.9(5.4~105.5) 14. 1(2.3~30.6) H=0.613 0. 550
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DIPSS 43/ 4% 2.4(1.0~5.0) 2.3(1.0~5.0) H=0.253 0. 804
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X 26 30(12~56) 12(3~23) 22.2(16.0~30.1) 17.4(11.9~27.2)
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