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FLT3 and TET2 mutated acute myeloid leukemia with IgA-k monoclonal immunoglobulinemia: a case report
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1 mHER BER, 3%, W RERR 1AL
T 20204E 3 H 5 Hgkiz T, BFHEABLHT | T2
A TCHI A A B Rl R0, 2T 07 RS 1,
RFFEE 3~5 min, IREJG WM, JTCHMAE, AP
SRR A A iRNE T AR, RARERRE . DIREH,
R TEH A SRR A AR R, T
S, OSUTIT R R, 22 At T e Ao RS, A il A ) S
T R, AN AR S R AR A A
M40 0.9 X 10°/L, FhdRi 4% 0.17 X 10°/L, i
B 40 A 1% 0.54 X 10°/L, ZE40f 314k 1.31X107/L,
METFE 50 g/L, Mi/IMRITEL 79X 10°/L; JFIhRER A
N 58.6 g/L, HAEI 36.3 /L, BREEF 22.3 g/L,
HEF /ERE A HAE 1.6; ML B85 2.15 mmol/L; HufE
TUITRG A 7 IgA 5.40 g/L; 4RI 113.0 mm/1 h;
CRP 125.1 mg/L; 2k % 11 800.10 ng/mL; B2- fi Bk &
1 1.76 pg/mL; I 20 AETE AR AL 7 A1 i 4 i 20
bl 7%; BIhag. O NUEG. RAFETT. EEmThAE. X
MAE . b =, HRIRYIGE. iz e,
R 25 D R DL W W S s A R 25 22 A A s i
LRAMIZY 5 48% , Z AN MIMIAAR R/ INANEE, Yy i st
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Fiy, RATACWT N, MO D Y, HR o At i
BT WA (K TA) |, B A e g 65 52 55 PR
(KE1B) , AT ZEZEZAME (K 1C) o RfEd
AUk aoR CD34 (/N4 ) o CD1L7 (FRIR+ ) |

CD61 (—).CD71(—).CD3(—).CD20(—) .
CD138 (—) . Ki-67 (+, <5%) . Ui =20l A A
M7~ CD117 PHEZIAL b A A% A SR 43.3%, A
PEFAI N CD34 HR43FHYE, CD117(+) . CD33(+ ) |
CD13(+ ). AZEH4IMiHEDR(+ ) . CD14(—) .
CD64(+ ). CD36(— ). CD56(— )., CD4(F#or+) .
CD19(—) . CD7(—) . CD61(—).CD71(—),
FEoR 2 MEHE R AL (acute myelocytic leukemia,

AML) (dEM3) GRpERM; 5] WLy 1.5% 1) s
BEsg A, HfaE#Rlh CD38 (+H) . CD138 (+ ) |
CD19( — ). CD56( 43+ ). CD117( + ). CD200( + ),
JiL N Tg %% 4% w BRI 2R3k 52 A 6 40 R 28 AT
L% A0 M e 24 R 2%, AT ULy R A R A% A
(K 1D) , 5 % K 40 0 5 b 0.5%~1%. AML %k
PR 5 AR K filt A5 32 DRURG I 7 tet 9o 56 R R A 5% 2 (tet
oncogene family member 2, TET2) . FMS #f [i§ & ik
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J#F 3 ( FMS-like tyrosine kinase 3, FLT3) . 'B1k4l
A8 2L Al 1 (Wilm’s tumor gene 1, WT1) . Runt AH
B 5% A F 1 (Runt-related transcription factor 1,

RUNXI ) 7878 ; Yt (R RIE R s 755 M BTk R
RIM L MLTE S B i VKR IgA-k Uk 18 & B
SEH LB Sk, Rk TgA« B (B 1E) 5 I
EHERRMEN 571 gL, HEN 365 gL, IgA
4.78 g/L, 1gG 6.38 g/L; ¥ SE ek A MUAE M35 58
BERGAT N ML « 524% 0.25 /L, L% M 58%E 0.73 g/L,

L3 w« B4 A R BE LUl 3.438 45 JREEFIHIKCR &
M HEH FRAPE [ 22 F VKR A B B s e 45ty s

PRI B w55 55 89.20 mg/L, F B AR EE 17.3 mg/L,

I3 « B /S A FREE LU 5.156 1. JE &R+ A+
B CT R B B A, By R, 4
T RE 1 R A RE I SR A NG R
I E kL. 2 AML (TET2, FLT3 %€ 7% FHE,

FfE ) 5 FSERE SRR FIME IgA- B, 2020 4F 3
H 19 HT D-CAG I % (HbPfhiE 25 mg K 11X,

B 1~5K; PIZEHE 20 mg 55 6 K. % 8 K; Pk
MELH 15 mg B 12 h 1R, 55 6~19 K; h 4 A 5%
HF 300 pg BFR 1K) fbi7. ITERIEH | RE
A I B 714 3% 1.0 X 1070, vh Pk 20 i 11
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011X 107/, £U4iaitk 2.11 X 10™/L, 1 212
67 g/L, IM/MRITEC40X 1071, HEBE40 I A A
NJRIR UM &7 18.5%; AL 7.5%, Hoh 53K
YR 2.5% (K 1F) o Z8R00 a8 2 BTG A AR S5 fi
JEA B2 Y 7R CD34 (#fE+ ) . CD117 (HUfE
+) | BELEAYRE (HGE+) . CD33 (HifE+ ) .

CD3 (HtfE+) | Fx&EER 5 (fL+) . CD15
(BfED+) . CD68R (HUTE+ ) , -H s AL,

JRIG A AR A . PR R . BE AR
B LR B, R4 M G Bk R R . FIR
SR E KR ATY . T 2020 4F 4 A 16 H B, &
PE—HRT7 . 2020 4F 4 H 27 H 25 4 B2 g A 1 K1
NI 803.41 X 10°/L, ZT40/031%12.90 X 107/L,

ML 89 g/L, IM/IMIHEL 262X 10°/L, kgl
Jid 31 % 2.12 X 10°/L. 2020 4F 5 H 28 H F 4 #l1 % B
AL H LR 20 % 2.67 X 10°/L, Rk 240 i 3
134X 10710, £ 314 3.62 X 10%/L, Il 212K 1
122 g/L, I/ % 199X 10°/L, 2020 47 A 2 H
MG BE VTR E — g Ol AT, JoWl R A IR

FERG . MEm . R M. AR, JCER . SR
I, BZRRESEIC IS, 2020459 H 17 HBHE TH
HAET .

E1 BEARESEFREMREEERIKER

A RYT R E B A MR S 2 A A R S A AR A 5 48% , XIS A IR R /NS | e A BB , A% A3 BT, RO 2 el
43 T LR AL TR P T AL A0 (B e €, 1 000X )5 B2 16T RITE B A0 I T 25 2 A6 A s At Ak 4 I g £ 12 55 B Ak
(1.000X ); C:VRYTHITH BEAN ML 25745 Al WL 22 A% EAZ AN ( B v G4 6,1 000 X ); D A7 Hi A S A0 HLE 5440 A s A
FANM, FT DAZA T (H ot Y€, 1 000X )3 B IR AT LY fo 3 ] 2 PR UK 7 o e BR AR 11 A-w VK IE & 305 BROE 450, BRLOE e 1
PERREE (T Ry o e BR AR 1 A= F 2 RYT 5 BB MR A5 22 KA S8 A, o8 LU 24 2.5% , 7T DL JCHATR SR 200 it i ot e €2
1 000X ).

2 W AML 2 — 28R U T i 40 i i %
PETERERESOR Y, RN L R L 2R, 2
5 80% ', F AT AML (12 Wi M i T 20 i B 25 2
TREF . AR AL 2F N5 T A o o L, Hoh e

T T L I2 . S T AR R W E A
B0 Lo AML FEDI A I H DL T 248 A FLT3,

Kirsten §, [A] J# % % J8 FL A ( Kirsten rat sarcoma viral
oncogene, KRAS) . FHZBEANMIRE RAS Ji 2 0 2L 4
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(' neuroblastoma RAS viral oncogene homolog, NRAS) .
i 983 %5 1 p53 (tumor protein p53, TP53) | JRJiE HE
C-kit ( proto-oncogene C-kit, C-kir) %, EZAEH
TR WO A T S N AN M e
FLT3 5878 J4E M3 # AML Ji S A RIS R R, JoH:
SR T ) B A AR B O =0.5) BYRE
TET2 2757E AML JB O II2R9878, JRAR3RIK23% ",
T PR 20 B D R IE B DNA T JEAR Y
SCHEE AT B RN (A AR R L 2
SET . AML &R HLE B AT 2 AR < TR dT
X7, BIZERELESHAML A4, kg, Z3H
FASR AR N 30.23%, HEDE T M50,
AR 1 MAEZRAE, FLT3 A TET2 5875 ] 5E it
VA AR e 2 . RWLIBAL Y 7 2 i AML 1Y
KA, H TET2 2870 306 A 15 3 240 Jf SR WL a8t 1%, 7T G
h SRR A I BB T oA B

PG R R BR A AR DX M AN AE, ATRE S 2
ol DR 22 T B R v B B A — SR A B R 5 55
W TT RS ER R AT L TR e R R 1 T
1o AT UL T 22 R R L BU KB R A8 KR 1 i
i P BREE FRBEE A L IS PSR AR |
RESMIK IR . POEMS £ G . JRAHML 1 s . %
PEWKCLIE A PR . B UK CL L P2 R ik T 40
I SRR . ORI B 5 R A R BR AR 1 INLAE
25k 2 P AL T S P R R P RE O A R
AL LE 1 <10%, IKANFNZ Atk B B 12 Wb, Il
TH B2 ] 5 L DK B s B T R B e BR AR 1 AR TgA-x
AU, HERR FURBITRHE B BRER AT . SE sk i
BEVERIFEARTE . HERN, A5GRBE G BT
KT A LS R, JoIRST PRI AR | SN 40 IR 12
WAG . Mok, BETLZ LA . B N
A KRR, A SCHE POEMS ZR51iE, Ah A4l
L LA B AT 20% , HEBRIKAAL P s . iz oh
JE M bk L A0 <5} 10°/L, HICHFI kg ik, &
HETR ok A0 e S 4 22, AR R
AML e R R, AR Y% . B 4HH
WRULSEE . AR PRI AR s . SR B AER,
SCA B ) B oA A B R A 1 IURE AT CRAB IR (5
FHIMAE . EOIREAN AL TR, EAE ), (HFTIN
AML B WG IR TR, B AGE5E 2 HEBR & SR W]
PG RE N AP ER 2 M MLAE ( monoclonal gammopathy of
undetermined significance, MGUS ) , Kt iZ & &2
T Ay P B R R 5 BR AR IS

AML & I g [ S e BR B A M AE 55 0L, Ho 2
Sy 5 4 A5 1984 4, Shoenfeld %1 7 2 4]

AML B R BT B TORE 1gG, I 42 HH bk L 2% 40 il
AGHES S T B BER A PEBOR . Mailankody %5
R 16 MGUS # % & 4= AML/ B 6 3 /4 S8 45 51

( myelodysplastic syndrome, MDS ) ) JX [ 4 3 i
NBERS 8.01 %, T iX L MGUS 5 7y BR 8 11281
F1gG. IgA. 75— B EHE MGUS B & SA77E
AML Fl1 MDS X5 38 i i) #fF 5% i 75 605 451 MGUS f&
TR AML/MDS WU by TE 5 AHER) 1.96 i,
2 il AML 5 Jf Ig 28 8 43 3l o 1eG 5 IgA, {H MGUS
BEA L A AML XS GGt XY . A
4 FERRPIAR S AGE T AML A3 M E A, 58554
IgA-k Bl | TGk B, TgA-A T MG gk Ay 1H570 0 i
T AR BR A 1 ILAE AT AML 32 vE R P, AR TR
TAFEAIM R 7ok, PIE G B R s AR, JL
HLI AT BE 5 MAPK {5 5@ A G ) IRA
E 2 U0 A 6 PR PSR035
ANPAD EARHEREAE 2 . AR, AML A M &
FI RS LA TgGgA/ ekl 3, #499E 1gM, 45 M S
FETEIC Y I

A % o FLT3 5 TET2 28 7% i) AML £ IgA-x
TR T R A R AR 1 IMURE, BRAE R DLARIE . ZBE N
HEBAR T, RIS B R AN I A5 AR A 1T D A
I, 4275 AML 4k % T MDS B A GETE K. 454w
MR AR . I S g% & R HL YK AT L TgA-x I M R H,
IRYT 5 ) 3 BT L I 8h 2 058K 4 it B A R
M 2R K AR b, 55 [ [ 37 25 A E 4% ( National
Comprehensive Cancer Network, NCCN ) 7§ B #ff 77
IA K% (PHELAE+HPIIEIET ) . DATE (4%
F BB ) 3RS b ORI R BB AR R RS TR
ST, M4k k T MDS [ AML 56 2% £ D-CAG J
%, AP ERITIES | KEABSRARE SRR
MBI 48% FIEZE 18.5%, HRIEAEIRITLE
fift, IRIT RN 5% BUS AN R FIWAEARE, (HIRY7 )5
HeAnf G Tt B SR R AN, RS R T R
P I 200 i e R A B o, T S5 S 200 M 0 i Ry A
ke, RICMIEAS: SRR .

AML & I8 o B S Be BR AR 1 I 5 L, X T
TRIT BT RGE D . 149 Bel-6 B K7 ( Bel-6
corepressor, BCOR) % 7% Fl g Wi N J& & or 3& A

(translocation liposarcoma, 7LS) -ETS #H % & [A
(ETS-related gene, ERG) il & () 2 P & 40 il v 1
975 B B o G g BB 1 I E AR, HEaZ 1A JE
MITA (HRIALLA 10 mg 26 1~4 K5 FIREIET 0.075 ¢
12h 1R, 5 1~7K) HR0IT7, TGRS
25 REAHBIVAR A MAEAM T 86% TR 3%,
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SRR IS e 2™ . 55— 74 % 5 MDS
FHYEH) AML HEA T 1eGx B M AR, %R H 4RI
KREHMZHES, IERE T AMLFRIEIRYT, DAERA:
A, R S fr A H Y, T LA PE Al (20 mg/m’
B 1~5 K, 4 1AW IBYY, EIRITH 4 AN
Wi, - EER A UERR KB4, B M EH
R, SRt e, ORISR 12 MAYT
I, G 28 461 Ut B b PG b 352 AT BB XS AML A MGUS 3
AR AR B R RE IR 4k & T MDS ) AML,

FEAETUG AN B3 R 9848 5 30 AN i S s e, Hovp TET2
FEHRA SR . AR L, Wik
W AR ML T R, AR SR R R
&, R AEEREMTARSIGIT I MEE, 8%
(B4 7 S 2 DRI s I A B A A ME YR A i A B, [l
BIGRE, BETFURIAYT I e 7 5 2 A s 3 o v
G REBRER A ILE 09T 350, 0 2 A A 1 ) 7 2
A B PR, AR HER
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