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[Abstract] Objective To report the diagnosis and treatment of a patient with primary myelofibrosis (PMF)
manifested by chronic myeloid leukemia (CML) as bone marrow cell morphology.  Methods On October 19, 2019,
a patient with leucocytosis was admitted to the department of hematology in the Fourth Affiliated Hospital of Zhejiang
University School of Medicine. The patient was highly suspected of CML, and the laboratory examination (including
blood routine, biochemical indexes, bone marrow cell morphology, bone marrow biopsy pathology and immunotyping)
and quantitative detection of chromosome and molecular biological genes were performed. Combined with clinical
manifestations and laboratory examination results, the diagnosis of the patient was PMF. Results The patient
was a 77-year-old male presented with cough, expectoration and leukocytosis. Blood routine examination showed
that the white blood cell count (WBC) was 28 X 10°/L.. The results of morphological examination of bone marrow cells
showed that the number of nucleated cells decreased, and the proliferation of granulocyte was active. Bone marrow
biopsy showed that the proportion of granulocytes increased, and more immature granulocytes were seen. The results
of immunophenotyping showed that the granulocytes were mature. Combined with JAK2/V617F gene, chromosome
and gene sequencing results, CML was excluded and PMF was diagnosed. Conclusion PMF can be diagnosed
by bone marrow biopsy. When biopsy and bone marrow cell morphology can not be differentiated, JAK2/V617F gene
detection and second generation sequencing should be combined to diagnose PMF.
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BRELT 44l (myelofibrosis , MF) A 46 Uk - Organization, WHO ) ¥ MF 73R 2 4B Bz - Sl
L 44K (primary myelofibrosis, PMF ), ELVELT AN 2% AEALRT PMF(pre-PMF) £ MF B 5491 (overt-PMF)">'
RE )G BB LT 4E4k( post-polycythemia vera myelofibrosis, pre-PMF F overt-PMF A8 [X 51 2 BLAE T RRIR £ 2 44
post-PVMF) il J§ % P Il /MR 220 i B B 4F 4 /EARJED, pre-PMF JC i 35 W IR £F 4k 38 &2 ()i
ft (post-essential thrombocythemia myelofibrosis, <MF-1), 1 overt-PMF i 45 WRREF4Eds £ (b | TR
post-ETMF )", 2016 4FHH # A2 (World Health B, MF-2 8 MF-3), BEAEA BT Wow, 5 & P il /)
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B3 2 T e 25 Oy b IR A MF T R B
B Ry 12 VR R 41 AL 1L (chronic myeloid leukemia,
CML) ) PMF Z A HGE . IR ABESGA R 1 5
LA CML R IR PMF (835, 455 SCR I T, il R
e S AN Ve oyl INE YT (vt S (e 27
i, ZARBEARHIZE 2o HE (R AIEYS < K2021074),
1 wEITER

BEBE, 77 & PR LI R AR I 4
11145 (white blood cell count, WBC) ¥ =" w2, T
HNBEEAT L H ALK AT « WBC 21.48 X 10°/L, L4145 14
(hemoglobin, Hb) 151 /L, Ifil./Mii 4% (platelet count,
PLT) 120 X 10°/L, #4467 21 g L 4] (neutrophil ratio,
NEU% ) 78.4% , Rk i it A7) (basophil ratio, BAS% )
3.0%. MOESEEER CT : A7 i) DLARIREE  dil
FTHRIGIT G B A DU 2 2457, & R W A
A JUEBE/INVRL, A A% A MG A TR R, R R ARG A=
WIS, IR 4 M4 22 | UL 20 D ) 200 L I 7 vh
UKL 5 /DB 23 U, TP A BB R T ( neutrophil
alkaline phosphatase, NAP) £ I 1 27 (253 43,
e IR A

SRR W WBC 3 5, 5 B T e, T LU
PUBYLIAYT ISR L5 R : WBC 21.45 X 10°7/L, rh:
#7210 M 31 %X (neutrophil count, NEU) 16.59 X 10°/L
S L 2 ik A WBC AT i v, SR E— 201297
RABEH L. 8RR WA 5 AR e 5, AR T2,
Ak BIRVERE AT, JOBE A B R AR B
e R DI LRI, TR S5 R e 5 W B IO
O I2 eIk 5 I8 A, IR B, R, T 9 | B ik
I 3 AUT BTk, 2 R G Ar BTE
2 EHREKWERISHE
2.1 [MBHFEFRFA WBC 28.00 X 10°/L, Hb 162 g/L,
PLT 117 X 10°/L, #k EX 40 i Lt 1] (lymphocyte ratio,
LYM%) 14.2% ,NEU% 77.3% ,BAS% 0.4% , W& & ki 4l
JIt L 5] (eosinophils ratio, EOS% ) 1.3% , 5% 40 it Lt
%l (monocytes ratio, MON% ) 7.0%. NI #E . A
R PE G EE (human immunodeficiency virus, HIV ),
HEEERG BE TR B , R B J5 B, 40 B
B DNA | EB Ji # DNA 44, R IR 2 B8 IE 7, b
TR AR PRI B /S B EE DAL 19-9 51.96 KU/L, fifixd
AL BT R 40 LB BT A4 (myeloperoxidase
antineutrophil cytoplasmic antibody, MPO-ANCA ), &
FITif 3- U PR EHIBTIA (proteimase 3-anti-neutrocyte
antibody, PR3-ANCA )., 4% J&l B4t v 1 47 48 g A o 47t

& (perinuclear antineutrophil cytoplasmic antibody,
pPANCA ), BRI A ks 40 it S A (eytoplasmic
antineutrophil cytoplasmic antibody, cANCA ), $T ' />
BREEJR AR | PUER N MR BT 1A 1 B | LR
U (lactate dehydrogenase, LDH)26.14 pmol *s™' - L™,
B~ THEREE 1 4.93 mg/L, JRER 551 umol/L, Bl P: iR
BiE 226 U/L, v- ABHASHE 219 U/L. ZL4NHLTTRE
2 34 mm/h, PUEEERTETE LR O BAPE, B XURIE -
P, C- [ W& 1 (C-reaction protein, CRP)1.6 mg/L,
22 EHHMIIESYRA  ARAHREERD, &
AL ELAZ AR AT DL 3 A R R ARG A 5 R,
b R ADRLARE 7 2.0% , RPERE AR 5 7.0%,
S PERRAZ RN 73 M AZ KA A o5 69.5% , RE R KL
A 1.5% , VETHUREAA N &7 5.0% 5 £1 ZR 4 A= IR
T 1.0% ;ISR EL AN 5 8.0% , MU SR AR
5.0%, NAP BU W 15 (247 53, BHTER N 79%),
HREANME A AN A, R AT W Ak 4 SR A
BB A A S TR, B HERR CML.

2.3 HHETE R AR A MG T
R RLZL 2R HO BT iRy, AT DA 22 4l MR A0 i, o AT L
RN, FA% 20 M B i 22 | IRRROR, AR 21 4 e
s PR A (MF-2), Masson YL a1 Al e
4, (periodic acid-Schiff stain, PAS) Joi%, B RE TG
WSS PRI A R R HERR CML. DLIET 1.

- o : : '-" - .
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(myeloproliferative neoplasm, MPN ),
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P9SH (754K 50.0% ), TET2 Exonl1 p.S1583X (%75
B3R 46.3% ), TET2 ExonS p.P1194S (78R 47.5% ),
NRAS Exon3 p.Y64N( 54845 % 4.4% ), EP300 Exon30
p.A1606V (754 51.3% ),
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(International Prognostic Scoring System, IPSS) #4743
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PSR 3 B Hb<100 g/L ; @ WBC>25.00 X 10°/L.,
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Bl it 5 24 ot M B A TR v T, TP T PSS
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