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E £ HpyBCR/ABLI M 19 B 8 78 M fF B (MPN), &5 AL A MR £ . B A M /MU 2 0E BOR R %

FRAHN, 2 -ARET S Tame S H T

WHEMRRF. AFER, RENFREANNIMPNE T EE

NEPINR, ASTH X MPNEY R LS 6 R FIL. DRk, BUBHB RIB T S 7 Bt A H RH#ATE LR,
KEgE  FHEAME, EEOEME L E, RAEL/IOESE, RAK RS AL

28 1 () BCR-ABLI P 1B 8 3 58 VE i 98 (myelo-
proliferative neoplasm, MPN) = 45 J 4 21 411 g 38 £ i
(polycythemia vera, PV). Ji A& 14 Ifil /INR 1 22 i (essen-
tial thrombocythemia, ET)F1JE & 4 & §f 45 4E 4t (pri-
mary myelofibrosis, PMF), #&—2H & A 751 I /4 41
MK e BE PR, R ERHIE R B R — RELE RAH
XA A R RS, AR K E R, IEE R
FAME L — BB RG22, SNESEERTE, WA
FERERPR, PRt Re Bl BE LT 4ith . B BER
EE Sk A i e,

1 S &L

MR Ae JE A RASAEMPN A A 75 BAT RS A1k, /T
W FE 53 e M B TR A R AR e M B R A,
B DN AL G0 A S 7 S AETI P A A B L i 4
LR,

L1 Rtk i R

(1) JAK2 V617FFRAE. JAKSF I A& — M N =
TR B I, Z A AR T 4 2R3 A gniE
JREZFIHISIAK-STATIE FHAT NG ST, R&
PEHEBR AT A0 A, TAK2 V61TFZRAE, B 5561741
BT LI R A G- THIA#,  Hogw il 1245 1%
BONKNER, FET AT 40 F 7 rHIJAK-
STAT, PI3K-AKTHIRAS-MAPKI&AZ #5480,
1M 5 503 I 200 PR AN A4 T 4 DR Bk A i R o
FERURR I IGFE, AT A AR T B R 3 5 R

(2) JAK2EE12' AN TR, JAK2H 512581
RAST] 5| HLRMATAK2 V61TFRA J5 T EPOE
M. KESDPVEFEAFIEIAK2 V61 TFRAL(£195%),
HAR 5% JAK 2551250 i 15 A,

(3) F5MER I (CALR)HE R RAF. CALRE H2&—Fh
hEEMECa™ S & (Pt E A B &1, A E A IE
W& AEFFAIRE S TS S 2 HINREM = RS
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#1  MPNEERD
FEFF I S R EL R

B R AR VSRS DA

PV ET PMF
R R R R AR
JAK2HN4HM R FJAK2 V6I1TF 9p24 95% 55% 60%
JAK2SE 1245 TR 9p24 3% oy b,
CALRSEIIN BT B K FNIE N R AL 19P13.2 o 25% 25%
MPLE105 5. 758748 1p34 3% 7% 8%
LNKEE2HME T RAL 12q24.12 B, i b
At S 3 [N AR

TET2RA% 4p24 16% 5% 17%
ASXLISE1250 8 15748 20ql1.1 7% 4% 20%

IDHI/IDH2E8 45N T 974 2q33.3/15q26.1

DNMT3A%RAE 2p23

2%

7%

1% 4%

3% 7%

MR [, ETATTANBIEAE . b, TRk
SR BBV, CALRRALH NS 4T T g5
A, FECHCHn A, ICALREE A D) Re Kk AR
b, CALRIERZE9 5 AME.+ B 40 I 52 bpift (184K
AZ)FIS bp I AN (28 AR ) A2 B 1 WL IR P Foh AR A,
215 CALRTE A 5 180% LA .

HEREETHEE T, CALRFAZETHE 5I4K2548
SRR LGN O =, i AR T A R AE
HRMAEAEERIG S5J4K27%FKETEE ML,
2RI CALRSAS (35 A R A R AR, 1AL CALRFRA:
ET &3 (18 B8 UK 2 (1 AR R e U,

R EPMFEE 1, 18ICALRFAEPMF & 447
BEJAKR2TAR BHF ML ZERNAK, H2BICALRTAR
HHIAK2FAR BERLL, AR ERK 518
CALRFTAEPMF B ML, 2RI RAF B H ML E A S &
AR, 5% 10 /MR T 80(<100x10°/LE>450%10°/L) 5
L, 3K AN IR 2R AT R 2 8 98 A A A7 AR,

(4) R M /NBR A2 B3R S AR R (MPLY SRS 1 /IMR
£ il Z (thrombopoietin, TPO)/E N —Fh K K7, WA
HSZAREE £ TR b JEBRETAK 2, St >k 51 EEMPL
WEER AL ANBOE TS 5, WES#H S TR
& F(signal transducers and activators of transcription,
STAT) J i 4 J )37 i B (extracellular signal-regulated ki-
nase, ERK). MPLIEKETPOSZ/RRER, 1% 3k K 5848 4>
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FE R TPOSZ RN 241 i DR 15U, AT I 44 P 3 4.
A ORI, JAK2MHIF & 2% & Je v 2 CALR
RAZ /NG (Mus musculus) 1L/ NI Z 584K, AL Z
DA A 98748 J5 C ALR B [ PR8I C R g #8067 MPL R Ui 1
JAK-STATI# %, iX—#Lil1 BHCALR S MPLI#AH ELAF
F AT BEAEMPN & A o FE e 5 B4 P

(5) EBEH(LNK)EFRE. MPNEHFEA
LNKZRAS, LNKIEE A TAK-STATYS 530 5 ) 47030 5 1
F AT fig 2 H 2 5 MPN K ) 5 B8 4%

(6) HAth. BEE A M A - 1/F FH & H (MLF1IP)
A& — PR IE R 0 2040 i 5 78 A A AL (CFU-EB)
FRIEMEA, LA S I g0 a o5 AT
A, MLFIIPTEPV &3 F R IAFEE LLET 5 PMF
o, F HIE IR, MLF1IPH G £k s
i I A A RO AN B 3, M i A & S e aE .

/NGB 23 FRTMPN B 25 78 AT 1D I PR ASE W (B 46 JA K 2
F14, 1254MNETF. MPLE105 MG T X CALRS 95
AT R R BIMPN 2R B B 2 3 (R ) S 0, X840
MPN & # 8 A = [ P (triple negative) MPN. AHf 5%
HMNH T F—AMFHE AR (“next-generation” sequen-
cing technology) & iz 360 [, i B 7E H A & I m]
At B = FH PEMPNJE . 25 K68 44 ET L A1)
AR A, R T 129N FF A bR uE RN, Hod o
iR B = 2 IGSF3, KCNI12, KCNJ18, KMT2C,
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PDE4DIPFINOTCH2NL, H.2 Hi %45 1 70 18 X s 5
R A fE 51 LI I R G, £ 2 BTMIERE 5 i R 4t
PR A KFER T, TET2, SH2B3FFLT3RA A
AT RE BRI, EAF R IR, FhL 3 A7 AR R — R [
(22 oy gAY,

12 e Rk RN AR

B R AL 1, ALFEEDNA FF L
MUAS(TET2, IDHI1/2, DNMT3AKE K R AF 2 M4 25 9 45
PRI AR, GHASXL 13 K 58745

(1) TET2 (ten-eleven-translocation 2)3&[X 545,
TET2H: K e AL T e tifhaqRa, HF4K150 kb, 5
24N, JBTTETH G — R, &AL 2R
ik, HImRS I TET2 A XU A RS, fEA0S- Ak
W IE (5-mC)FE b v 5-F2 H B U g (5-hmC), FIRES S
T I AH DG BE R L) R B B s R SR AR R,
WH RN, TET2HERERSINEIAK2 V6ITFiF S
MPNCEHERREE, SIEKE R EafEss 2. R, #Esh
I MR — B FEE LA AR AT, RAEJAK2 VEITFR
A MPNEI (K s 2% A g 752

(2) FATERRIENE1/2 (isocitrate dehydrogenase
112, IDHI/2)F:K %45, IDHIFIIDH243 51 4 i S 745
T ot S 1R S A A TR 0 2, A AT AR TR R o
IR . A TIIDH /238 i 5O Bl A8 b ) A
B s Ih A, B ORI B D) R BRI A
[FIDNAE A0 A A B0 . 40 B TP 0 4 F5 2%
LB

(3) ASXLI (additional sex combs-like 1)3&[X 575
ASXLIFERA T e ttfk20q11.1, 45128013 M08 T,
KIS AR E N, 7E RN A2 Fhdd
Uiz RIE. ASXL1E FAGLFE IR ST 1) 24 5 i ASX [
VR ZE R (ASX homology domain, ASXH)FNFR It
YRR &5 #4938 (p1ant homeo domain, PHD). ASXH% #
WA RS FILXXLLZ 751, 25 ASXLIE A 5%
ZAREESE R T HAE . PHDSS R i 17 551 1 34k
AR SN HE A4S, FESROHRIEM
FHOR.

AR, LB P ASXLIT RAZ AL
DN R = o S R R - i P PN
JULEE S R R INE WL, AN TR] A 3 R R mT RS A 1L
HARANBHIGARRIMZES, LERHE M/

G (EN (RS dS Rg e ¢ i

13 BRI SEMPNA N HE R AL

5 SVedE & B R R R AR JE 3R = B R
REJIANIR], MPNATIHA )3 K R A8 7 2 A T4 e B TE
LR A3 141 i (long time HSC, LT-HSC), LA{#
ERE (K R A T RFE R R, V0 2 F3t,

B K AR 5 I LT-HSCH MR /EMPN-HSC, 5 I1E%
HSCHHEE, MPN-HSCL3RIGIEFEMEALS, TR e &
H A E 2R A RS, I e %06 RS 2 40 22 1
A B A0 S I T 2 BN TR I LA R,
I3 Wb 9 A RT3 (W PR 5564 A T-MPN-HSCI H
TR, & MPN-HSC [ b 4% 5%

VF2 A R R R R R AR, (EARATTF) i PR 3R
MEFIRK, JAK2FE R RALH) &% BE ol AR BLUNET,
WA RBLAPY, MPN (I A2 1 5 o 4 i 22 R 3 ok
%[14]:

FEHGARRAL. 1o, MPNRIUE S LK =AR 1)
R, BN, CALRFIMPLRAFEAE KET 5MEF,
A ZPV. G & CALRFIMPLIE F 5878 B MPL
I FHME T EE, B F S 2 (L EHSClR EAZ A
AR AE, T LN 2 R,

R ARV, AU R, R A
JAK2V617FHER 53 (i NREFF B50A 1 IIMPN A ()
REAR, LA I RS 15 AR, IR I AR
JN“CHIP” (clonal hematopoiesis of indeterminate poten-
tial), HJ5 BERMPN A it 274 K 25 R 4 fif B ik 31—
JE BRIME, DA S Ay e IR U AN 2 R T L Y AR E IR
[FIRE R JAK2BE R RAE, PMF &3 (1 5E R 7 fif e KT
ETH#, Fra I HIREIR t 58 n ™ 5.

HHEOIAEL. HSCHT AL il PR 5T He 5 By
MIoCHE s, SRAREEIT R A B A AT DA K S AT I
SR ML R AR B, BRI SAEMPNIR) R A b ke
HESME, XA HES) R AT Al i S Lem v PR 1 1
GRS, Wit A BER Fo (tumor necrosis factor
o, TNFa). /%6 (interleukin-6, IL-6). MEF4EAEK
[Al-T-(fibroblast growth factor, FGF)&{ T3t Ry 5 8 A
10 (interferon y inducible protein-10, IP-10). IX L4
D] 7 Eh B A o v, E ) A T R
MPNR LAY (7 57

HSCH &Rt AFEFZRIHSC R g BA A F 1)
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F2  THESHMAM

RIS M AHAH I CLP/ A EL Tk

i I FZHAHSC T A4 EMPP 5 i £t (1L FH 4 i CMP
I I 40 B Z I REALAN i % B AT fILMPP i F 3% 10 AH 20
N MPLGMCSFRIL3RGC-
KRB Z AR MPL MPL IL7RFLT3
SFR
JAK2VG617F JAK2V617F JAK2VG617F
HRRA Mutant CALR Mutant CALR None Mutant CALR
MPLWS5I15L MPLWS515L MPLWS5I15L
*3  HAmSEkaE
Hi-FA R AL L GMP B4 RN MIMEP 21 ZHIREP EA% 40 B i A MKkP
GMCSFR IL3R
KERZ AR IL3R EPOR EPOR MPL
GCSFR MPL
JAK2VE17F JAK2VE617F
R JAK2V617F Mutant CALR JAK2V617F Mutant CALR
MPLWS5I5L MPLWS5I5L
srass. filhn, BA m BN B A THSC R A4 22 i

FERI AR, N 2 R BN /MRS 2 (1L

Z BN AR, FEEHSCH) H R EHEREA IR, 72K
A JAK 29T I ToiE: 78 53 ¥ 5 43 A 5 SO IR o ik 3
MAEJAK 2R AR FEAM R A I TET2 R A SR ik JAK 2%
IRl SAF (1438, e 2% S EMPNAEAR H B

2 KRR

MPN & & 95 K IR SR 7E50~70%, R T L
H. L2 S50%L A4 W B E A AERER, HaEEE
LI ARORE IR A2 I B 3s B MR, AR e 2E Ko ifn 2%
FEAR.

2.1 I

I e FE 3 BMPN ER 3 S50 2500k 1) 2 82 Ji [
DAL PPy 2B I e = e A B R 40 e o s 997
FRITEETEMEZER R, FREIT605 fEA
AR 522 5 AR A S iR e R R R, B R . R
JE R DA K e A 45 5 0 I A5 996 R O B IR R L
PVAIET 2 b i i A2 T B fE e I = Y. MPN &
HNARTH AU 2 SRR AN IE . A4 & Th
R0 S Y S B I A UK. HeAhJAK2 V61 7R %
FRRAR IR = R = S e )i R S AS A1k £ e 3
R & S IEARERY,
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MPN G H MURER B L, W5 R, 3%~18%
(RIET 8 FI3%~8. 1% KIPV & 2 1] LA H B i etk 2,
SR FECH A R R A 2R, B /MR DD fRg
S PUm/MRZGY) . FTIRKS R, DA ITE 28
HH4E.

23 #EShE I

JUF- P a0 nT DL I A k. RO
PMF i 5 H ARAE, H 2RI T L IR A BT DA
P A A T 2 I B 2 B DR SR B T
B JORE NPT I/ B, — S8 R AT DU TR R
AR EIHACTE L, R K A A

2.4 A WAER B IR 54 G PEAG

o7 B R SIEEAE. . R, Z
T HRIAEFR . HIRekEG . B KAEE
AR, EIRIEAT B g NPl I A KU B PPN 59 T 1
PR, AR IR B A7 7 I 2 B K 52 T R T AV
FMF 5 I8 DIPSS /3 4 5, AR I™ 5 REIR 7 &
e IR SE R P e L S, XIS AR LT ET
B PVEE KR TR Eh e gl s, W
LR VAL R S AT, B VR T TR AR TR
A .
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B R L 11 e R S RE R PFAil R (MPN-SAF TSS)
BEZ . B FERIBRZE10T4ER, WK
MPN10. MPNI1OFEnfai . B, AlHRfEMEsR, JEn]
DAXTMPN & 3T KIABE U, SISV, & —Fhsk
R ATEE PP T E, BLEE S N F IR R,

3 DWitni

2016 FWHOARTT 1 i 1Y)-B 9 184 58 14 Mg 1 7 2K
RS WikRE, HAKRIS WibsiE 024",

20164, WHORRHE! R Hl a0 7 B BE 9 HLE 4 51
ETHI 4] 4k AL B ] (prefibritic) & B8 4T 4E 4k A& £ YEPV
(masked-PV)HF £ EE, ETHHMAREEIER, UE
A AR N 3, BRI /84 IEH HEAR, B
Y EBEHL AT B R A BUR, EAZARARREE K,
Mk 3 (AR, LB A IE % . Masked-PVH i

F 4  SFMPNER RS AR

AR LER R MR E PR, RIV=R
WA, BRI RN, AR . Prefibriticd BE2T
YL BFH BRI, UKL M A A Al i 1 2R
NE, ARMMIEEF VREEDEEAR, ERAERK
NN, R, MUAZAR I, Gt AR (R TER
R AR), A%/ LR R (BT, B B4
ke E

4 T FI ke

4.1  ETHHE b

A% 2 S WA ET A58 A % o B AN 48 4 R 5 1
FEFH. BEHISETE B NAZET s [ B 1 5 A7
73 (IPSET-thrombosis) £ G} £ 34 & Az ik (1 XU A H
AL FRE>60% (147) AL IME LR FE(CVR) (1
43)~ BRI M S (290 JAK2 V617FFRAZFH (2

EERE AR Tk E A

SRR A /AR 38 22 i

T,
BRI EELH (R4 EE L f@;;i?gfgﬁ . HRRELT A1
oA B EL W R bR FRECE B3N LR bR ; " uﬁz@w/ﬂﬁ MT) (Pre PMF)

A REL WG RIS KB L W) — BRI
FELWirdE M EE>165 g/L (F) /MR %450 10° B B R RIS i YINEY /33
>160 g/L ()B4 40 i 57 T KA P B 2T 186 25 >0 2% FEAIAS #1754 A5
>49% (55)>48% (40) a4 A <14,
B AT M3 0 £
RINFH, WAL R
I
EHEEE A = RN, 1 EHMIERERALEKXR HEERCML, PV, PMF, MDSLL  HEF:CML, PV, PMF,
[SEEAAR A=Y )il M ERZ AN 2, A T oAb R w MDS B Je Ho At 6
35 (R4 M A s Bl e
Jn, AKAT R0,
1%
JAK2HAE HEFCML, PV, PMF, TETEJAK?2, CALRBLMPLRAS TFAEJAK2, CALRER
MDS A HoAth 4 2 5 B H At 70 B 1 AE i R MPLFRAF S HAh 7
AT AL B A 4 T HE R
ML 4EAL
TEAEJAK2, CALRBIMPL
AR
WEL Wi MLEEPOIK - &A% TEAE o v B3I 38 B Yl 2R 1
HERS S Wi I /N 8 42
H4HE>11x10°/L 40 H0>11x10°/L
RERK BEMK
L5727 B i B 384 375 7L B i
B n

(AR b A
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o). MR BRTHRAG MAR f& BE 73 2 AR SE(0~14) HifE(2
IR E(=347).

SERETE A 5BARET N M KA F 5 i
falG R R A TR E S, A R4bEd e 7
RO ETH AR TELSY, BIARHEIAK2V617F (2
I3 BEAE MR (24 AWBC>12x10°L (143)73 N1
fE(07) A~ REfE(=35), N EE I
MR R AR TN Fe by, Forh b fE AR R A
AT AR/ VA 7 AT DL 25 BR AR A A4 A R,

HETHL, pre-PMFEE WG HE %, CALREEN
9877 [fpre-PMF 8% W5 I TJAK2 578 1 i 3%, 9 H.
pre-PMF {2 Wibs i FOe IR (1 H BL(WBC>11x10%/
L. RFEMK. MiELDHIE b2 83 52 m 8 11
JaY, H pr A B E R, MIELDHS BT =5 A
ORI ML/ U B3 2 A 0%, X FIBTET 858 1 T
Je HLA AR A E .

4.2  PVHyTI = HI Wt

FH Tefferi®h NPOSE (TG 70 4HAR 20 R G K 4E
(=672 N5, 57~66% H25r). WBC>15x10°"/L (1
A1) K AR (153) 70 AAKSE4L(043) .  fa 2 (1852
IV fEA(>34)). R ILEWBCTH 4. SRS .
IR e ZE 2 B0 [ PV R TR AN IR R

FLVECT A 22 0 0] 1 B 4T 4E Ak 5 AL (post-PV
MF) /& s R Tl e i 2L R 3. AWt 1

#£5 IPSSHIDIPSS”

272/ [FEIJAK2FHPE PV 3 R, I /M-SR T+
550x10°/L-5 I K& PV Ji5 H BELT 4 K. (post-PV  MF)
KA G, MAEASE<100 g/L. FEi#
>65 & JAK2 A Epost-PV  MF 5 A R 25 2 7l
&, HV617F%>50%5V617TF%<50%[) gt &
R B, T F-a (interferon o, IFN-0)iG77
Al FEARV617F%, FEU/DPV G B B8 2T 41k & 4= 5 X

7,

4.3  PMFHTJ5 5 Wr

PMF 8 112 5 NARHE E bR 195 R 4> & S (inter-
national prognostic scoring system, IPSS)™', 25 [H fr
T f5 #5143 & 4i(dynamic international prognostic scoring
system, DIPSS)""8{DIPSS-PlusTii/i 17> & 4" %t &
FH AT TG 70 4.(325). IPSSE A ¥Ii2 B, MDIPSS
HIDIPSS-Plus YU i £ £ 3 3 1 AR — I 1] B /s 41 5E

HAl, 1K E 2@ PSS, DIPSSEIDIPSS-Plus
37 R PEARPME S T 5 5 A A7 20, JL M K& PMF
A WREIR, (A FFEA N IR 3R T4 77 =) il
JaR &, AWFTURIN, £ EPMEEE h, A PRI E
R BF A LT o AR IR 82, 408 K
W, EAES RO, I BRI ALAE
7 1) P2,

5E®h N, IR EPMF &35 N, 4 SEtk
L5 AT fi B 3] 4 FEJOR e K B/ AL, TR ML, AR AR O

ESES IPSSHS>

DIPSSFA 43 DIPSS-PlusfR 4y

ER>65% 1
NGRURTEIN
HGB<100 g/L
WBC>25%10°/L
AN LR GG A0 > 1%

PLT<100x10°/L -
b AR} okiired -
TG R Ytk iz 2 -
DIPSSH fiz-1 -
DIPSSH f&-2 _
DIPSSFif& -

|
N = = = =

- 3

a) * Pt AR AV IS B A R B K+8, —7/7q—, i(17q), =5/5q—, 12p—, inv(3)BlIq23 EHEK A BN 2% IPSS/H: 1KfE(04)).
fE-1 (149) G2 249 EfE(=34r). DIPSS/4: fRfE(043) HE-1 (13024)) H/E-2 3Ei44r). =fE(5865). DIPSS-Plus/r4l: ik f&(0

) HfE-L (147). HfE-2 QB3P mifE(4~677)
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1, TRV B0 PR AE 3 ] AR 3 v B s L, L A [ A
HHEEMSAMABEHILHEEK. REPMFEE
ZIPSSEDIPSSHEAT 7 4 Ja KB, RS 7 o [ i
e fE- 1M fE-24, SR EEHERD. HXTX
MILGAET T — Rk B S5 9P 4> & 4t (modefied-IPSS,
modefied-DIPSS), H & & 415 Tl R - EPMF & 3%
TG A HT (6 FT) .

5  HREIFHHAIYMPN
51 =R IEARIEYYPVSET

15 I BT =] DS AR VA 97 B R & B PV AIET 34 1 1
A RAENZE, Baf&F =& AR T s
PVEFHE M EG MM EERMETEE. HEFEEZ
KB LN T DA B 5 2 7 2 O VWE, AT A
SRAGTEVWD, A e AE F BT ] UG AR VA T I N BOK T
1000 10°/LISETHER, NIEEHFRIKEEVWD, B
1 HR o o AR,

5.2 UMYFEIRITPV

XPVEE R, JFh B B 2~4 K & ik st
400~500 mL, HCT# 2 1F & olof & 1 1E 5 85 2B KTl

6 S HEPMFEZ MK R FIPSSY

jE Sk By

DIPSS{I& /& 2H 0
DIPSSH1fE2H-1 1
DIPSSH f&s 2H-2 2

IPSS =i ft i 3
BIF IV ENO] N 1
PLT<100x10°/L 1

a) [RfEOZ14)). HEQE3M). FEEEs57))

#£7 SR EPMFEE BN R JEDIPSSY

pIEISES By

DIPSS{I& & 2H 0
DIPSSH 5 2H-1 1
DIPSSH fE 2-2 2

PSS fidi 3
CIF &) N 1
PLT<100x10°/L 1

a) IR0 1Y), H QI3 BEfEEEs)

16TV T, ¢ Rl 41 20 P 250 U 8 (HC T<45%). 41411 i B
SR AR AT AE L B 8] Y PO BEIRHCT, 75 2 2 AT LUK
RIT. ARIMEAE RN, THAE T iR, PVEH
MR A ¥R FENRVETT I, 40 S 7R B AR AT IR TV R T3
K, o 3 AR R A 1 R

53 4RGPV SET

AR TR 5 P 1 JRUIGE (A 162 K 60 % AL/sl A I A4 (1)
I 52 ) A MPNAH i sk > V6 97 1 = B AE. AR,
S g5 g7 AR TG, TPSETAE T o [ 2538 ke FH4F &
A N AER AT, FLIPSETYES: o) N H Tl R 1697
48 . 50052 [ w] ULARYA T BAN B AT IR T I
IPSETH fEHET B E A EL,  [FIRS 4252 40 fa i/ 697 Fl
B =) DT ARG 97 0 o G ZHET 5 25 i A o A XU B S B
K, REEVNBRETEGA BRI, Tl B N
TR VETT. AN, ETIR G2 B 2187 i
SRR A fE G & (CVF) 5J4K2 V61T7FRAS
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(1) FEER.  FRFEWRAEAREIR I LI Fiee O 28 25 1)
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PE AT REAR 0 LN 2 A(E) B 4ifiiig 2. Hark
JHAE 2 LR 2 75 B NPV ARTE T[] 14 I 4% A4 Fl IXURG:
T 41

(2) IFN-0.  IFN-of] DA S BRIKPVATET 25 (1 21
S LRI /R TR, R RT REAE N —ZRIAYT, RN T
EREEE, HEEER/NT60% 1 % B HTFN-aif
J7. TFN-oA] DL i PR AR A K 245 47 5 PR 47 i PRI S
o RERTR (RN, JF BT AE R s i 4F 44k, mIVE A
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A O RTAR R
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RN BRI E, HalUERN LW TR
PEECAS RETN 52 F2 LR SB35 (YR T

4 AH%. HEmEAR RN IRERTT
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A B8 MMPN R T SEAE 0 7 7B 3 A R 72
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FREREAS B0 %, AT RERH 1L 343 2 35 0 1 2k FE kA,
FEMPN A A B8 R 4 (19 B FH A 55, E T o Flg 4100 1) 71)
Imetelstat/EMPN 3 H )5 7 2%, HAE FLH] S
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BEZ235, & —FPI3K/mTORIMHF], 7% SPMF
i MM AR T, JAK2 V61 7FE R /N BB
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A LA, L 4 AR 6 A SR PR R A PR,

6.5  SREEINE I T4 KB AR
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JTAHRIET-F2)30%, SARAAF 3 I950%. K oE B2 Tl
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HHE R R LB, HSCT& Ik 45 (hematopoietic
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cell transplant co-morbidity index, HCT-CI)¥¥-7 &1, =
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Research progress of myeloproliferative neoplasm
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Classical BCR/ABL fusion gene negative myeloproliferative neoplasms (MPN), including polycythemia vera (PV), essential
thrombocythemia (ET) and primary myelofibrosis (PMF), is caused by clonal disorder of hemopoietic stem cell. In recent years, a
large amount of research has provided us with a deeper understanding of MPN. This article reviews the pathogenesis, clinical
manifestations, diagnostic criteria, prognosis and treatment of MPN.

myeloproliferative neoplasms, polycythemia vera (PV), essential thrombocythemia (ET), primary myelofibrosis
(PMF)
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