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18 P v R 21 i T 0L 75 ( chronic neutrophilic
leukemia , CNL ) J&—Ff g BE A 58 M5 , FLARe Ao A1
JEL A A 20 R 4 2 B R AT S R A B
i, pH ik s BCR-ABLI filv 3L A B4, 1920
4F Tuohy " B YK 418 CNL, H i [ PR 8 (L A200 £
W, BN 2 5 PR AR 5 S 1 w4
ZBAIRE , NI S8R 28R . BREX T
RSB LR HE 2 W, ELR 2013 43T
Yok 24 425 HRIA CSF3R JEF 2848 5 CNL [ AH 5L
HIRFEE 2016 4F 5 T A 4140 ( World Health Or-
ganization, WHO ) & 1T 512 Wibr vf FFols CSF3R 3
22 R CNL 12 Wi i B B AR ifE 2 — o AR SCx4E
R R 2 R B 2 B BRI % B e i v BRI
(491 51 CNL F8 35 A9 I R 5 Ak B 4 56 52 36 25 46 A 4%
RBZEWT, LI R XS CNL (2 Wi B it — 2 1)
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HITE b BBk, R « N RE K i s Ak
KGR o BRAE S 5 A i il s B PR e/ o
F s TINCIT AR AL G s TN TR i A
P s B S 25 B s AN IR 52 5 F R4S
AH2IA R IR U . ABEAr{A&:T36.6 °C,P 66 IX/min,
R 18 ¥X/min,BP 110/70 mmHg, & & IEH , &I 4F,
4 Ep R R EL 45 T O 5 FHCR it ik S 185, BUB 12
1B W2 R B HR 66 YK/ min, MIZL0FEA K,
Wiz R M e s I8 BRI R , Jo e di A e ki 5 AL T~
3 em; JEIKAE BHA: s BUEF X TGP o598 5 I M 1E 8 5 3T
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AT P B TR 1 K e

A BNAG AT - IR R : (1 404K 63. 27 x 10°/L,
rhbE R 40 L (4a X {il) 58. 47 x 10°/L, IfiL 41 % 1
90.0 g/L, /Mt %k 164 x 10°/L; 1 A= 4k . TN & R
A 62 U/L, M 62.8 ¢/L, A& 29.6 ¢/L,
FHEAZIE 13. 8 wmol/ L, Bt w2 ME 941 U/L, 52
Pkl JR G 472 U/L, il LR i &0 ( LDH ) 320 U/L, JR
iz 623.1U/L; ¥ Il T Ag: D-— R K & &
3.32 pg/mL, KM 15.2 ¢/L(TP >30 ¢/L %
JEB W TP <25 o/ L 2% 8 1) , MK FLIR i =
fitt (LDH) 67 U/L(LDH >200 U/L % &% H ) , 45
WEETR i B B8 4% 53 BOFE T8 85 3% 120 B3 1, EB ik 25
DNA | 4058 DNA 8 XU 1 & P vems
YRR PR BB I E A, R SR B A
FIME, B B B eI R A B . 2 MEHB CT 3k
+ PR GG A < TR 285 L 491 2 98, 2438 e, i
FMROGHE  BARVRIR A2 N I IR 3% 5 v] L AR
2y 13 mm 550 A0kl, S HF R ECE 2 & /N B AR % B
S U TR R (A S D[ o v R QR 17
H, B RE K /N i RERG IR s Ak s BUK s R I BT
XU e s FRAE o L FRR o LA IG5 D 1 ] iR ) 5
T2 ST i 2 BE AN S v, A B RS
SRR 2 FE X o B 40 2 B i 2 A 3
TEER, 73 2 oK DL L 0 40 B, A 3R (87, 5% , Horf B
YR T 4% TR YR A & 23% , k)
RAEME S 17% , v PEFF AR AZORL 40 B 5 29% , k53
AR AR 5 13. 5% |, WE TR M S g B 1 s 240 i 53 )
0 2% 1% , 2L &2 5805 7%, 2 7 W B % 40 i
128 /> JEAAR WA W 5% o A E IR Fr: rh PR A
J LG 3G v, LA PR IR AZ B o3 R i R 5
94% . EHEERL: B BEG AW ETE R (> 90% ) |, ki
ARGt e, i g B LA B Brami o 3, R WA
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H4 —@& KL E BN .CSF3R ASXL] SRSF2 # & %

FRAE I PR 5 S bk A A2 WA CNL, 597 :
BEANBGEETUREN 1 g HR,2 K/d K XPARE XL
FRAIF,5 d R 0.5 ¢ MR, 2 Wk/d, 4B T4
18 x 10°/L, Rl 1% b W (b 3138, — e L g, Hh e
BEshT LU R JE 15 mg IR, 2 W/d, & 52 4
JEEE G VR B PRI A < 0.5 x 10°/L,
M/ <20 x 10°/L s H B & $A | H I 45 7 B ot 4
WERHRIZ . B — 1 J5 B BE A I AR 4
it % 44. 63 x 10°/L, v o ki 40 g (4 X {E)
41.96 x 10°/L, Il 217 1 93 g/L, Ifil /M4 161 x
10°/L, PEMERP A, BRI TG AL . i
AR EIRIT IO, ZJa TR RAERHIG YT JF 3 U
Mm%, 2022 46 H G B E LT

5

CNL & —Fh 5= WL BCR/ABLL BRI A - H 34

SR , T2 BRIy S A I Ap 22 A R P 2
JL 4G Z2 | i R KL A0 I 1S AR A i O, 1920 4,
Tuohy' ' ¥ YK T 3% — ¥4 ;2001 4F WHO 5 CNL
Vg — T ST PG A A B 2 TR 43 2 Bt
CNL JE7 b HEER 12 ;2008 4 WHO 21T 112
WrriE , HER: T4 PDGFRA PDGFRB 5§ FGFR1 3%
P HEAYZR 52013 4F CSF3RT618I i [H 58 A5 f
RIN CNL fig W it 1 8 2 1 73 127 K8 52016
4F WHO ¢ CSF3R K: (K 2824 )y CNL 11 51 212 Wr
PaifE. HALRIZWbRE L A4S . 20 Y 2 =25 x
10°/L, KTF 80% By v P AT IR A 43 it A2 K 40 i A/
T 10% HAS BEACRL A0 L (6 45 5 2hRE 20 3 | b 2 ks
AN FNNGE SR AN ) B 5 DL Y AR AR, TR 5
HFIEAAZ A0 M3 22, AN AT G H Al 4
( myeloproliferative neoplasm, MPN) ({12 WitnifE, R

3 2019 43¢ [ [ S AE T 78 Fr - W I IRt A 790 5
X251 (Surveillance , Epidemiology , and End Re-
sults, SEER ) B4l 7 1) 04 1 7, CNL AT —Fif 52 0
(B BT VLR, L S R R A, 45
B SCHRAE 191 41z 15, CNL 7222 4F R K R4 , 3%
ARG EFR (71 %) —8 @5 B ALAFER
66.5 %1 FEVE T, B 2 T Aok

CNL HJ12 I fi 5 UL 1) S DR A 455 9% 57 | 44K o i
B B JRIRBE SR BT A (H X SERE RIS 5
PEo R RJE CNL i) EZRIEZ — , Bl X432
P I35 52 AT CNL (Y DGR B, 288 1 I 2 v — i
TCIL A 3 h R G 0 S S R e 5 kS, TE B
o AL J PR I SR ) A8 4 e oW A2 L I U
o m] 5 R IR, (B2 5 CNL AR, i W 32 i)
GER FE R R LR FIRE B RS S
AP RIS WEOR BB UASE e 2 W EoR
AT, ATt CNL A4EAE 2 —  (H2
% CNL 4, 18Pk 67 48 ifd (1 197 ( chronic myeloid leu-
kemia, CML) | JF $i #U 8 P50 20 i (1 1l %% ( atypical
CML,aCML) A& P4 - P A% 4 A 1 1L ( chronic my-
elomonocytic leukaemia, CMML) \MPN 450, 0] 45 4 24
N TV 2 S RVE LA & B 1 B BB AN~ S A1
A5 G ERAZ T o3 BT 5 RIS 2 45 L A5 R 1 7 431
LW, A BT RARERIZ A, ARG, B E g
J 2 Je A I TR Fr s R 22 4 M B e 38 22 5L DL sy
B &, CW R R R S Ve TR g iR 4
L EAAZ A D UL s G £ fAA% R IE ;s BCR-ABLL il
AR R J 28 i MPN AH 5G E (X 34 28 [ 44 ; CSF3R
TO181 Z 78 [ . 45 G 1838 I R 3 30 AL e O 45
E S5 ke A 4 5%, 2 Wl CNL,

CSF3R J2 3 L 40 Jfd 32 MR S M 2 — , e or T
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@K 1p34.3 iy 17 ANHNE T2 AR, 7KL 200 L fr) 3
FAF AL R R EE 2R . CSF3R W] LLd & e
PRGSO AR 42, 003855 JH A48 L35 2 51 PR A DG 1
TS S BRI, A1 45 JAKs  SRC i 5% i A i
MRik . HL v 6 R i) H B 5l % AL 5 STAT,
PI3K-AKT 1 RAS-MAPK "'~ HAE HMLEIAE# &
. MR ECHT BT I 45 3, CSF3R LN 578 5 %
PRI A O, FL P R A S BE R B A OC , st Gt
PR I/ E (™ T AR 5 R v R 4 i ke =
iE) CEBERG AR S LR AR 2R R I (acute
myeloid leukemia, AML) #1 CNL a1l CNL g2 &
2180% ~95% FFAE CSF3R 4% | Forfr DR v 58 A%
CSF3R T6181 Hy EF A CSF3R %754 aCML
KR 0% ~40% " AEIR AML w2 2 A
8, 294 0.5% ~1% """ A£JL# AML & 1R 2
2% BA5 CSF3R 3 [H 28 78 1 JL 2 F A
AML £ 35 ¥ R 8 X} CEBPA KA § £ &
ST CSF3R LR AR 7E CMML H 2 A5 3R
M, RERA N 4%, 5 CNL 8 AML AL, ix 46
AR CSF3R ARl 5, 8 8 5 ASXL1 SE K]
SARKAG, #E AR B AT R 5 B 2 1 B AR AR A
S,

CSF3R LR 28458 fHAE () CNL 835 0] [6] B A7 78
Hofth 28 A5, A0 45 52 i 38 0388 4% % 1Y L P 28 48,
ASXLI TET2 %¢7% , SETBP1 5875 ; B4 7 758745 ,
SRSF2 \U2AF1 %78, P & JAK-STAT 15 5 18 A1 56
LR 548 JAK2 45,

ASXLI F L7 41 8 (84, 76 CNL A H
(AT AR 5, ASXLL 28 45 ) 5 U Bl L DA S 1
KA K F ., 7E Elliott 27 il —IFRIF 57 h & B ASXLI
AR J M /NI D R s TR AN KRR, A, 7E
ETE ASXLL 78 Ffk = SETBP1 5875 il % h &
Bi CNL [i] CMML fY %% 4k, $& /8 ASXLI %€ 745 7£ [i]
CMML %Ak b B3 SO VE . 9% SCilk &, CNL
SETBP1 2745 (1) % H: %k 14% ~ 56% 132020 4%
FEH S SET 455 HE M, FES SMMIE T 5%
F% /ME 4135, Pardanani 2" Al Cui 26 78
FHEE 4050 % L 40% F1 75% () CSF3R T6181 52745
FH Y CNL g% 4t 33k SETBP1 %45, Elliott 257
KB 13 i) CNL B35 R ) 5 1 L[] ik SETBP1 %€
A1 CSF3R T6181 %878 . 7F 5% — i %t 454 WHO
SE XY 16 5] CNL B /9 [R5 b & B, BIF A
& ¥ 1 fE CSF3R T6181 % 7%, SETBP1 % 74§ Wy
63% ) R —BeiF ¥R B /s SETBP1 il CSF3R

WARLSSEESEAGE 2023 4R 529 % HES M)

ZAAR [R5 A — RS R A LA, (R X T S 1)
B A Rt — 0 T . 67 )7,
Lasho 25" 4 18 1 451 [] B #8547 SETBP1 D868N il
CSF3R T6181 2875 (i /1 3 Xif 2 ] 5 Je ik = 1 IR I
N AESEA 2, 55— SCHk T Y 1 4] [R] s 48 A
SETBP1 il CSF3R 3[R 225 1) CNL #& % 3% F 2 ]
BICIRITIR AR I IR 5012 7 T 248 B el
00 g T8 A8 4 SRSF2 Al U2AF1 845 7F
CNL F 1B 570 , Meggendorfer Ll 31 /E CNL
SRSF2 2875 3l % K 21% , W Ah, Dao 4517 % BL7E
10 f5|CSF3R T6181 58745 [HE B & F ihigg i 4 51
B U2AF1 78, 3 4 58 A48 1 L Ath BY 42 {4 58 A5 78
CNL &AL il b iy 2[RV FH B 9005 & S 15 B
Wi, JAK2 V617F &% CALR %2745 )& BCR-ABL [ 4
MPN 8% % WL e 282 (AR 3 LA A9 SCRRR
i, W RPIE R 2 A8 7E CNL 2 28 fl A R AR AR 02
A SCHkHGE T 1 B [E B A 5 CSF3R To181 5848 I
CALR 225y %™ . Z HAT, /8 CNL f CARL %
ARV BEAT WA 4 UG FATT R o

Hi CNL & H BRI ik FEAER IR T
P& AF PR, (HJR X Se A R AR R S M0, AR
SRR N T UCE B AT E R K, BT
A IRYT 29 A BT R4, 1 i T 20 B RS A T AR N
CNL JAYT7 BIA S TF B (RS A AR B T A RS Hid A
SEFERAER K AR . W% CSF3R JEN 878
(% B, CNL [ #0 [) y3 97 W da i Ak . HoAn, iFgE %
] JAK 1 SRC J8 i & CSF3R (¥ T WL, CSF3R
RS Ui 58 A% 32 B iE JAK-STAT, n] §E %t JAK 411 i
FR PR R AR i AR 2 AR G SRC IR
S F, AT AREXT SRC 3% B 40 1 500 ik v B e i)
R

Zi 1, CNL H FiA7 & — Fl 25 U0 19 18 2 00 4
AR PR W R D I A s A
BAEERY FAEY F L A W B e 2, L HaE
FE N % B0 CSF3R T6181 275 B by fe 22 Wik
TG . BR T CSF3R L2454, CNL Hik f77E
SETBP1 B2 T (SRSF2, U2AF1) F14 W 38 1%
TR (TET2 , ASXL1 ) S5 5845 | oK o X 3 S8 58 45 1)
KA K ) CSF3R 58748 /) AH B4R F 1 F 58 K¢
SRy A% D R R IR (2 W R T AR AR [
WA . CNL o A A8 ) o 72 K Hoxd 259 R 97 I
VR A RAF ST (R T [ 22—

& % 3wk
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