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BHERHNG BEFREAAYAER . BIGIT Tk R R
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J¥ PCH BB MR AR TR, &8 &0 nir
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3 RE
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B A SRR AR AL . MRS fb 32 A0 R 45 L AR 38 25X
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L A0 LA R e . AMA S 5 R B
PR ] AR 5 Bl DR B, 8 A 2% 2R i P A i
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Ko AR SCLE R FMACTE T AP 08 H B AE . LA R
A3 [ 1 700 FH I R 3R T B AR
1 HMEHFRERAT

MK Z G5 2 50 b I ORI AR A,
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AMAH 3 & R R & AR B . & S R AR
(CP) B IOE & 42 (AP) 8 4 2 3005 i 72 (LP,
IR H SRS GEERIER) . 3 KABBAERLA
#MA C3 AL . C5 % ALl , B 262 AR W) 3800
TIREGEE AP (MAC) ,

CP FZEMPE-PAREEWIHTE. ClL ZEEGY
(235 Clq.Clr.Cl) IR BIEE S PR PR Fe B,
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E Iz (X #,300020)
BAEEH TR R A, E-mail ;: zhfk@hotmail. com
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C3b 45 A 2 40 M 3% T i oK 1k & 9 /28 1 o) 3
W5 454 B I (FB),FB # D B F (FD) &L 1#% , B
W AP 2z C3 #:4ki-C3bBb, 7 C3bBb {EFH FH £
C3 # 24 8 B IE U RCR B8, 328 177 JE i C3bnBb-
BARRE Co b, &R 44T C3bBb Il
HARFR R E W R C3 5 AL [ R 48 K 4y fig ot
B, LP A4S CP MK C3 ¥ L§-C4bC2a,
B 2 ul £ 2 B I 2 IR &5 AR R R R 1 N-2
o 2 5 ) 7 M o H R 0 3L A BT 24 R AR T
MASP1.MASP2, B4 ZFE 5 MASP1, MASP2 4]
G Cl EEWIER . 2 CA.C2 B C3 #%
fEEf-Cab2a, H 5% 5 CP #HRFY 7, 3 S4bik
PR B TIE W C5 AL Bl 5 » 2R WS i 2 AR A
i C5 F AL 24 C5, IRk &S & C6.C7.C8. £ 41
T C9. I 1. 15 165 41 Jifa 5 i L3 C5b6789n-MAC™ ,
o5 | 7 290 L 89 I A

HoAth a2t A F o AR 2 C SRy & AL 8 140
M 0 Ak i F XL &E i P ] B S CP, Clq Af
AR BTAR B4 45 5 1 55 2055 I 2E 4 L o 98 4
oS R T i VAT -V O SR L AR
CP HIE B C3b 7R 0] 24 25 & F 4 18 1 1k 3= 1
B AP . N8 AR BN QT R . AR Y
75 VoAMATE LTt AP PRAES

A BT 37 T T e I TR YT B RS 4N
O AR AMA R AL CL MY . Ca AR



+ 862 -

i PR 1L

NEEN

W2

& %29 %

HLOHF IFD A7 H RLCH RBE-5E 4 F AL 44
kDa # 1 (Map44/MAPL) %5 ; I 45 & 23 #% CR1
Z & (CR1/CD35) | JE 4 K+ & 11 (MCP/CD46) |
AN K F (DAF/CD55) L & CD59 &7, £
Fi M B 9 7 0 14, TNF-o, IL-18, TGF-B 45 1] 14
SR PN R AR AN R T R TR AT FERIB T
i S T 1 R W ol 1 A I E 2 2 B i <
C3b R G, Bk i g v] B 24 g OO0 #h A C3, 18
AL AR C3 324 C5 I Cha, Bk 2 A [
TARGE 3 F% AMACTL T 38 [ 1 AIMA 55 B TR iR AR
58 I 2% A2 TR IMAR 0 3 AR A B OGHKR .
2 FRES A AMEHDFI P ER 5K BT B HA
2.1 SRk CD59 k=

SR WESS 5 A AR S I Py ke 2k 515 HA Al Il
T RPE CD59 St =, CD59 %K [ &8 i GPI & &
F1HR 25 20 b 3 T ) R A B AR T R A, 5 R A
C8.CY &4, Ml MAC ™™ . SRtk CD59 Bt
Z H CD59 FEHRAEGI, SCHkHE A 2 10 5,
AHIL T ARAT M 38 1T 40 pig-a BRI A2 5| B GPI
BB BB R 1 CD59 Jo kA e T 40 i &, 51
AT 20 M B R s B i 1 B P R B O 2T 2K
PRAE (PNH) L 48 K PE CD59 Bt = 7 ¥ K MUK i & 41
LU, BEWHD LK G~7T M), 53514
P PNH AL, ek il MAC JE 1, 2 300 12 P
FREz M M4 NI, DL R R I B NO JEFES R 1Y
AMEETIRRIR E MARTE AL . BEAk . CD59 B i
A RE 38 o P A | R A R A AR L S AT
PEGRPEA M SR AE" , WA RE R W R W
LU I R T R 58

it 2 20 T A R T 2 4 O3] e R R R A % CD59
Bk EE T B, PNH BFME AR E AT
M40 M, S B 5 CD55.CD59 1E N 1) 22 Fb 4l B 25
FOR R RR BE Bl . i K1 CD59 Bk = 3% CD59
B 2 A Jy BR - o 48 B, {H A CD59 2k . i =X 20 i
ARG B L 4R Z D 2 Bl GPI A6 A ARG Y (&
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B W I R 2 R B 3k B 2 W e KM CD59
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Bz IR LA CD59 5 R e UF 52 s HE B
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T GPLA S A=, OB T 150 Fp 4 B¢
A v el A B R TR S N R 7 R o -

CD55.,CD59 7 21 M 32 1 e =, SO FMARE L8005
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ML N LA, 38 7] 51 3 C3b A 6 1Y I 4 41 35 1 5
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Puik, 8 i 5 C5 45 4 BH W #h K 4K % 2 L
MAC, M i BE 30 1 48 P9 % 1 & A= . 8 T % i 1k
PNH 697 . ECU 454 C5 BT MAC B 1k,
& ek 2> PNH L& N 3 i, #h % T CD59 k2%,
fH ECU /K B 2l 22 1 240 M PNH 3¢ B, AS fig 48 £
CD55 #tZ , CD55 ik = FF& 47 76 . i K& C3 P
T LT 40 0 22 T8 X A w C3 9 BE A% 21 48 i 7E 2850 F
JI P WA AR . 4 ECU IGYT R PNH B 3% 4k
C3 A 1 Z1 240 Jf e I8 164 hin BB 5 v & AR B b B2 Il
BAMNAML T, CHkRIE L ECU JRYTJE 68 % &
F P E RGP C3 FHE (BT 1gG BATE 7,

ECU JLF ] 52 44 1 PNH &3 18 % i,
3 PR A B = R DA R BRI A P 9
O I 0R  TR E 1 R T) RE A S T N
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~35 Y B E AT AL A M v S, R C3 UL
RS R B 1l AN I A 56,

CR1 HH L& M5 PNH B X ECU GITF X
N, CRY UK 3k 35 T8 55 XF ECU IR YT
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WBITRCHR R AR, 11 i) ECU YA 97 45 W 5 24 460 3]
C5 FE N AR,
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FERYY AR SC T AMA S 5 ATHA % 1 #L 1
13 LLitE— 20 B

 wATHA ' H B Hiikgs KR 2800 1gG #L, 2
50 %0 T AN B A, £ 8 C3d, 1gG WA 1gG3



%11

R0 O A U IR B AL A AR S T 20 1 SR L + 863 -

BTG AMASLBE SR T 1gG1. M 1gG2 &4 BESS . 1gG4 &
MABIERE L AT A B YUK 1gG IR A B g
[ 5 AMAS , 4R Z50EE A F B BUR 9 2140 i 32 2
JGLRE A Fe S22 (R 3R AR L 4 ADCC kA=
I ARSI 5 A 5 25 A A B B B 240 i RE 8 A
A AMA CL e R S5 B E R T, it CP ¥
TEAMA, C3b UURR T 20 4 i 3R 11, 28 AR N 2 R 4
F5 B 2 AT E Kupfer 40 i I 4% 75 W, i 3 1l 4 A1 i
I, M DAF K CD59 ££ 7€, AN A /> 21 4 Md i
T AR AME B E 3 CDC B A mAg s . P
MERGEAE wATHA U 5350 43 8B 3 158 46
& A A TE O 19 i 4 A il fin EE L DA e /b 4T 40
M4 N E I

cATHA ™ 21 40 il f 3K ) 3= 22 ol #b 1R A 5,
CAD J&— Bl 37 1) 7 9 P 9k 0 20 20 358 5 7 5 0
1M CAS 484k & F IR Ge M S e B R BEEE R A
TR AL = R L G B FH W A B PR
REEER AR ZHR 1gM BT 258 S aMAZE &
PO R AR (4°C) T 45 A 2 g M b s S CL, 300
AMARZ BRI B C3 S AL, 24/ C3 ff C3b UL
BT Rm. h T gmiERim DAF K& CD59
FEAE AU 0 21 20 i3 3k fMAR ORI 2 300G . &
AR MAC 20 35 7E 0 o A, BRIl 48 o9 i
M, 46K 2 H 20 40 i AE IR i 2 FH % 37°C R, A &
Bifk 1gM B , Kt C3b 227 B L 21 40 i 78 38 5
MR N B2 R G i B A mE, R O O o E
Kupfer 4 il 75 W5 , 5 80CAE JFIE K& A= 7 3 0l 48 A1 %
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PUVA M2, A ) D-L Hiik £ 50 [ 1gG, 2
SRACAMABE W) AR T 520 A0 M 45 4L 2 40 4
T4 PR 25 By AR R SRV ISE L D1 B A 3 0% A Ak 22 il
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T A AR A R L L EE B T LR R S R AR
4B URD, 164G 2 50 19 57 5 28 0] DU FH A% 4R
B ATG/CSAJRIT R MY B RS M, AL 45
PR A A L FE ;50 ~ 60 B B H ATG/CSA
IRIT 6 A H JCRL Y BB A IR M AR A i B A
Ak i 2 Bt oA .
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EREN AT R EEERLAEA TSI, 1995 FRLETF P HRF
MEEFE . RAFIETPREESHAFEREBER, 2003 FF B i
EAXFELFEFHEIFEATIREFINKAEIHES —ERT
A, 2012 AL EE St James E AT 9 F L F T ik o R W AFE B R
TabE bt RBRXANHAR, 2013 FHEAL DR RBELF
FRINBELFEARER R EAKRFEE—WEERIF AR FAT
Hel T/, EHF L NBFTELRFARhFAETRFAHRD, T8
ARBERWEEMNETFLERAFTE. L HAALRLEA LT LET &
ANEFEER (PRAZAARLE)F SR, 2555 T(FREHERHR
Rt R (BHIGAEFFHEAIEE R (LR 41 &
B AEERER)(XBRBERER) (B S LABRELERT ERE

AR

4 BE 1 ] V6 ¥F (immunosuppressive theapy,
IST) il S5 3 X - &8 /1 1l T 21 2 7% A (hematopoi-
etic stem cell transplantation, HSCT) &8 J7 H- 4=
B A P 8 M P ) s 2 A PR (severe aplas-
tic anemia,SAA) Iy £ 2 F B, {H 2] H K 7 5 2R
HHEARBE B, WA A RIME, A SCHRLER P Y IST
PEPEAR S R B IF e . AL IST . 2 =7 ak.
1 AREEZAE

HAEWI . IST Ff1 HSCT 9 X 31 fr 78, IST 7
T R B T A o S SR L AR DR B R B AR A S I
DR i 3 B 3 MK 5 s HSCT & 2Bk A & i i
AN A B e REDI6E , LA S 1A 4 A o i i A e E
ARG, IST By X4 Z A 7E T 5% S s Mgk B s
M) 6E ; 1 HSCT 76 F 4 A FIHE R &R .

R IATA . P, U SAA, BUE S i 4 L Rk
ey kR AE ) JE B R (non-SAA,
NSAA) J& hj % ¥ £ 38 fb IST 3 & HSCT 4
Y BT HMEREREMM TR FELZIEHELZ N
£, LR L kB IST st HSCT A7 7 IR X f1] . 5
AW HESTEAFHNE EEIFAREROA
$68 LR EE TS A S ECR AR

S = NIZOR I L TR ] IST 1Y 4 2 i i 28
BN e BAT HLA BCARY, DU IR 97 2R W S i 548
IHRAARER(AFERRES —WEER) Rkl

¥ ,210029)
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FLBE 12 B 2 WK P8 Cammita M Baciglupo #1
HES LITE S 28 M 3Eml  A B FiRyy F ke, ol
MORE SAA L, JE T A Y SAA T2 B
UE - REE AR B <25 % (B AR FEAE 2520 ~50%,
E 5% B 35 I 4 <<30 %0) . IR 2 LR & 2 4~
@ v L 240 i 46 S <<0. 5 X 10° /L @ Ifi. /)M << 20
X10°/L; @RI ZLLT 41 s <<20 X 10° /1., i 5 7 i
(very severe AA, VSAA) Z /M k7 40 ifd 46 X {1 <
0.2X10"/L,NSAA £F & 15 B bp 1 , {H 5 550K 15 )
EAIRGEE R, Z 00 A BOE T R LRI R
AH S T

T BB AR B T B AR A A NSAA (transfu-
sion dependent NSAA, TD-NSAA) F1 48 & I F =
(fulminant AA,FAA), {il & 45 & SAA I H M
febr 1 T NSAA, i FAA 48 IST JAJ7 Rl )5
2 J Bk () e e 40 B 4 X R O g Y . TD-
NSAA #%5 1% B F NSAA,H Kk SAA, o LI H ik
IST. A 2 T 17 HSCT., FATH % K /R TD-
NSAA 2y 70 Yo i Bk SAA, T8 H CsA 3397 TD-
NSAA HEEHR 40% 7 ATG BEA CsA 4 70%
FAA X IST 20 A SAA Fl VSAA (40. 0% =
63.6% = 63. 7%, P = 0. 027), % i% 56 % £
HSCT™ ,
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50 % WA PNH 52, sf /) PNH 52 B
R BERLAEE <T50 %0) A5 M SAA 19 IST ¥7 5%, {H &
SO L I 50 % & i T O & AR IST SR A
S, HORDAE S0 A BT A IR 97 e H ] I
ANRE B T I ) g R, PG PNH K 5O 1
SAA BAH N ZBERE HSCT™

- B g A 4 B 45 46 IST J5 5 B % (HR =
6.25,P=0.01), s AL K & (HR=3. 45, P=
0.0, AEfFZML(HR=2.86, P=0. 005", W] fg
NIZ A H AT HSCT.,

G P8 R DG i 440 e e /0 i R B i 40 A B
PO I B M T AE 5 9B E . XF ATG 97 80K
A, T rituximab 3875 T S .
3 Fikb

SAA F1 VSAA Gnfarik £ IST F1 HSCT, 4 %
E S R (S A N B R O U N S D g R
BITHREE Y R AR R A A AL AR R LA
A Ak 15 38 HSCT; 4F 22 K, TG [R) M fit 44, &y
IST, FIPRR M B LL 40 2 R B, 40 2 LIF k£ [H]
Motk HSCT, JG [l B e 44 I 7€ IST 2K W s 178 5%
fEf& HSCT. {H 2016 REMSH T oAs . &6, B ik
FBAHAR IS <35 %, L P- B HT 2™ AH 2 S T 35
~50 % 76 Bl Ay IST Al HSCT ¥ nf 3k, it % T
HSCT A1 IST M4 W BR ;75 <<16 % 1y JLE AT
) O AH A LA, W LA SE IST 8% Jo 6 it 4 ) HSCT.
T A AT P BOK AT i B A A e . X LS SR
AF Sl K HE R AR B 0 B0 AN I PR R 56 i % 1 T
AR R ) LR AR I X HSCT 45 5 19 5% i, i L fig
5 HBUE ., R >50 %, BAHH & ZAEE i)
IST Bk, BT Ao [ 1 s ma ) 35 ~50 2 i
i IST F1 HSCT # 0l &, g 7n % 18 3] — 46 B
RN B AR B T R 06 T RN S B T R
4 IST AKX FEM

YEEE IST IR Y7 b, 8K 5% 1 3 1l ) g 2 b
TCIEE o F G 32 10 5 R A R ARG YL i D E
B, A, N CsA IER LR E (R E 150~
250 ng/pD) A& WA FLAY , {H — BR 14 5 G B 1, ]
RES| R IRYL I N AR A S Ar 45 5. BRN-E B R H T
fEZL(EBMT) Y SAA TAEH L RAE ATG, &
P ATG SBEM IR ATG 4 1/3 & K&
TR BES TS ATG A, BNR
ATG AT HFEMEH 2. 5~5.0 mg/(kg « ), BAK
T o 3 PR R

£ ATG+ CsA J:fit 1 BEA S = A5 5% #04l
L QnE W RR R L VE B B ] R R BT R
& . Alentuzumab & CD52 BAHT , H s 1) H] 7B F W
5T ATG, 7E R AL X B 56 o, 903 SAA JT AL
A 19% , B4R AT P

IR CsA K IAZERE, 2218 0 i © 2 L1, S

W RER S MR M E A RN R A, R
PE I T 40 A A 2 00 . — R e e T e T A B
12 /PR e DR T 3 B . ATG 18 B
T MG, CsA ¢ 22 G 58 10 i /0 15, 18 2 50 9% F2
B NZA D T XA ETE, IST &7 12 ™A
PUG % 18 CsA Bl &=,

BB 20 AR i A8 AR R 47 HETIRA —
BRI, B 2 U R 4 B A D T
IERTTERE . NZPFA 15 1 D) BE L e 58 48 Bn AR ¢
FE PR 23R 4 L Dl A5 B BE J L 55
5 IST 5 HSCT %

M2 D0 [ BT WP S R 1T IR, 7E 35~50 %
Z 8] Af DA W) g HSCT 5% IST 0B 4 Wifaf k2 LA
T AF GG AT REXT IST 20K 4 - bk T 448 i 268 % 1B =5 5 /)
PNH 57 B 4 7 A7 76 G 8 58 5 21T 20 i v p ok
A B 265 6T i 5 B s 5% B I By B i 4, B g XL
INAR AR T IR G A A5 D) RE 3L UT 5 trisomy 8 B
del(13 X ATG Je i PE#AF" . BRI 5 . IST
LANITPRITRUAE 7000 A2 475 AR A A 3 AR << 20
% 100%,20~40 % 92% ,40~60 % 71%,60 % L
1 56% %,

TiAh B EBRIG R TAE.IST 8 HSCT B LT
¥ OHSCT 75 2 T3 A8 k. HLA it # GA
W R B AR Y i AL P AR R IR R K& HLA Bifk
L H 2 A A R0 It T 40 e 3 B i), s [A] 22 1 ~
2 . A BE A MEORAR, AT RE Al SR AR 2 DA
e HLA BCRI R 22, HHAM A )G, 75 Wk, 848
MREMISC, e R 1 ~2 L EEE K, ARk
T M L HEA G L T AR/ 2% 2, O B[], X F
SAA.VSAA HZE FAA A F A M. HSCT )5
SR RIS, @QHSCT Ja &ty iin =
Y CaGVHD) Fi & % # 4 % Pt fis 9% (cGVHD)
P B2 R P IR - R S BE T BE TR I B, I
R E GVHD, 51 &% GVT &0, LAFE BT 5k & b
et O 105 B SN N = 2 ) 1 R NS AR Lo 1 T
EBMT 4 2005 — 2009 4E 1448 {5 HSCT 497
SAA A M it 940 i, JE At 44 508 i), Jo KAt
RN TR AR /) 1T ~ IV aGVHD 4351 8 25%
vs. 13%, cGVHD 4y 5/ 26% vs. 14 %" . i
IST 2% A GVHD 1. QIR 7 &£ 1Y FH o7 1 .
HREIGYY i IST b & HSCT, ¥ & Kt &, iF
e B EIR YT M ARE AR M . 3R T 0 S ) R R
T F R R T IST i 2 HSCT ., I & il i
HERE (A TR ORIE, B AR R O EEENE. A
PLUAE %l N2 AR FEAE R L B e e T i &R T 45
&
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Analysis of risk factors for children with moderate

and severe iron deficiency anemia

WU Tingting HU Ying LIUAiguo ZHANG Liuging HUQun LIU Shuangyou
(Department of Pediatrics, Tongji Hospital, Tongji Medical College, Huazhong University of
Science and Technology, Wuhan,430030,China)
Corresponding author; LIU Shuangyou, E-mail:shuyliu@tom. com

Abstract  Objective: To figure out the risk factors leading to moderate and severe iron deficiency anemia
(IDA) in children. Method: The clinical data,involving 98 inpatients diagnosed as moderate and severe IDA from
September 2011 to December 2014 in our pediatric department, was analyzed by a retrospective study. Result: The
majority of patients were breast-fed infants less than 2 year old; premature babies,especially the babies born before
34 weeks gestational age, were at a high risk for moderate and severe IDA (y*=23. 135, P=0. 000) ; children fed
by breast milk alone without other food intake after 6 months of age were much more prone to moderate and severe
IDA (y*=11.674, P=0.020) ;severe IDA in countryside was more prevalent than that in city; most of moderate
and severe IDA in children older than 2 years were caused by other diseases (y*=30. 455, P=0.000). Conclusion:
Currently, childhood moderate and severe IDA is still a problem in China, health education and food intake instruc-
tion for parents and grandparents,regular physical exam in children should be taken to prevent this disorder. Early
screenings for iron status and iron supplement are key ways to avoid moderate and severe IDA in premature babies.
For older children, further investigations should be considered in order to exclude some diseases causing iron defi-
ciency.

Key words iron deficiency anemia;moderate and severe;risk factors;analysis
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R E R IDA oy E AR SC IR 43 B 3R B L
B o8 il & B IDA BILM G R %ERE, LT fif B A
LR T IR L b IDA kA 1 fE K
KON TR K p e LB ) A Bl & F SRS B
1 ARl5H&E
1.1 %R

W AR 3R B 2011-09 — 2014-12 4% B #Y 3 A
IDA LA 98 7l . Hd 53 59 9, 4 39 il 4 4 4~
H~12.2% .6 M HUUT 74,6 ~H~2 % 79 f,
2L 12 M), 5k BRI AR B i TR A I B A R
IDA L 29 BifE R34,
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IDA 2 Wi BB 12 W S 7 sbm ) i
JLF8 5 B A 5 TRk AR 5 A (K 8 1 L I 2L
BRES B 1 R 32 AR A L 43 BRL B 2 A
R, B BERRIE . A~6 4~ H & 90~100 g/
L NRE.6 N ~6 %% 90~110 g/L NEEJE,
6~14 %% 90~120 g/L NH2E;60~90 g/L M
JE330~60 g/L NHEJE ;<30 g/L W EE, AHF
S5 R B M 29 M, EE 2 65 i, EE R AT M
32 ) A AT 1 B (A 4D
1.3 ik

SR F T BT 9 610 43 B 3 . A AT N L A AR L
AEWE MG R A R ) R FE (BEFLR SR LA
T MEFFER A RS U I & i E (6 A~ H 2 A &
B S 0l ) LR A b R B SR AR A ST LG O LA G R
HIDA BIBHR .
1.4 Zil2eabsg

N SPSS17. 0 K4 547 508 53 # » % i1 %k 5
BERH Ko,
2 BR
2.1 HEE IDA B ILMFE A M bt
2.1.1 Ryp=REAfEE IDA M FREERHNE
A 33 I E B IDA BILT 18 B (54, 5%0) R H ™
JLH =34 & 4 6, 5 12, 1%, <34 i &
14 6, i 42. 4% ., 65 Bl B IDA & ILH, 17
(26. 2% HH =L Hrp =34 & 4 ], 5 6. 2%,
<34 JFE 134,15 20.0% ., Ti1E X BELL 929
BREIDABIL. B HEAIL. &K ERA ST
SR (4" =23.135,P=0.000), FHH™EIL#H
HEE IDA WS fa R IR s, & AR Y
I B4 T BB R
2.1.2 R EHR G & o P E A IDA Y fa ks
R A4 33 BIEE IDA BILH,13 61(39.4%) M
KA1 (33, 3% 78 6 A A J5 ikl &,
9 F(27. 3% 1E 6 S H N BT E £ . 65 #i
FREE IDA B LA, 13 1] (20. 0%) 1 R s I 4 &
26 9 (40, 0%) f£ 6 A~ H J5 % I H# &, 26 B
(40. 0% F 6 N H B In4H & . 1 AEXF HR 4L 29 il
2P IDA #BILH, 3 ] (10, 3% i R I i e,
18 i (62. 1Y) 7€ 6 NG i & .8 #1(27. 6 %)
EONTANBINEHE., 2HKERARITFEX
(x*=11.674,P=0.020) . FRUIAR B A0 £ d
R EEE IDA EKRIH K.
2.1.3 EE IDABELG RAEERNILE &4
33 | # JF IDA #BILH, 22 1] (66. 7%) F A &Rk,
11 #1(33. 3% d AT . 65 B IDA &L,
37 B (56. 9 %) 2k A4S, 28 i (43, 1%6) K A Ik 7 .
29 % B IDA B L, 15 (51, 7%) 3k H & K,
14 f1(48. 3% Kk Ak . BARER LR ITFE X

(y*=1.516, P=0.469) JHA 7R th AHE T 4% . b
JE IDA L HEE IDA 5 Z AR A LE .

2.1.4 P IDA KE8 40 & A A B ZL R 57 LA
2 ZLIFILE A4 33 Bl EE IDA BILH, B3
MR 30 49, 5 90. 9% ;65 Bl B IDA L BEFL
MEFE 53 7, 4 81. 5% ;29 BFEEE IDA BILH ,BEFL
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Clinical efficacy of domestic decitabine monotherapy in elder

patients with myelodysplastic syndrome
HUANG Qin LI Yan WANG Xiaomin LIU Hong AN Li

(Department of Hematology,Xinjiang Uygur Autonomous Region People’s Hospital, Urumchi,
830001 ,China)
Corresponding author: WANG Xiaomin, E-mail : wangxiaoming(@medmail. com. cn

Abstract  Objective: To explore the clinical efficacy and safety of domestic decitabine monotherapy in elder pa-
tients with myelodysplastic syndrome (MDS). Method: From July 2013 to June 2015, we collected the clinical data
of 15 cases of intermediate-risk or combined chemotherapy non-tolerable high-risk elder patients with MDS. The
patients received domestic decitabine (25 mg intravenously once daily for 5 days) ,and the efficacy and safety were
evaluated. Result;: Among the enrolled 15 patients, median age was 70 years,including 9 intermediate-risk | patients
and 6 intermediate-risk [ and high-risk patients. All patients at least underwent 3 courses of chemotherapy. Six ca-
ses achieved complete remission, 2 cases achieved partial remission,2 cases was out of component blood transfu-
sion,1 case got stable disease,4 cases was non-remission. The overall response rate was 66. 7%. Of the 6 cases in
whom cytogenetic evaluation could be performed,5 cases achieved completely cytogenetic remission, 1 case achieved
partial cytogenetic remission. Grade [ll to [V hematologic toxicity rate was 73. 3% ,and grade [ll to [V infection rate
was 53. 3%. There was none with grade [l to [V bleeding, severe nausea and vomiting, liver injury. The median fol-
low-up time was 12 (2 to 24) months,1 patient died during the follow-up period. Conclusion: Domestic decitabine
monotherapy shows a promising clinical efficacy and tolerance in intermediate-risk or combined chemotherapy non-
tolerable high-risk elder patients with MDS,

Key words domestic decitabine;elderly patients;myelodysplastic syndrome
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Clinical effect of dasatinib in treatment of imatinib-resistant

chronic myeloid leukemia blast crisis
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Abstract Objective: To evaluate the efficacy and safety of dasatinib in blastic-phase chronic myeloid leukemia
(CML) with resistance to imatinib. Method: Seven patients with imatinib-resistant CML received dasatinib 100 mg/
d orally. We observed the hematologic, cytogenetic remission and molecular response and recorded the occurrence of
side effects. The overall survival and tolerance were evaluated and monitored. Result: After the dasatinib treatment,
all patients achieved complete hematologic response (CHR), 4 cases achieved complete cytogenetic response
(CCyR),1 case achieved complete molecular response (CMR). Mutation had been detected in 4 cases after dasat-
inib treatment,and 4 cases died. Three to four grade neutropenia and thrombocytopenia occurred on 2 patients.
Conclusion: Dasatinib is an effective drug in imatinib-resistant BCR-ABL positive blastic-phase CML,and some pa-
tients could achieve CHR and CCyR,even CMR. But it could not maintain a long time,and disease progression will
happen again. New mutations in ABL kinase domain are occurred in dasatinib treated patients wich leading to da-
satinib-resistant.
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IRV B e IR 97 R S Je i 2 1 BCR-ABL BH %
CML-BC B3 7 ], XF 7 88 S e e AT P4
1 &ER5AH®
1.1 %R

7 B R R TR 25 B9 BCR-ABL FH#: CML-BC
HBE N 2012-06—2015-06 78 F& Be 1112 8U4E B 10
F L RIR R ALAER K 39(27~53) % ,ECOG 14> K
<174y, 1 PR ELZBI 10 MATEBEFR,. K
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FH 2 Hi 2 i H RO B D RE LB E A0 i
KA Ph 4 A {& &% BCR-ABL fil & £ K fil ABL
Ut 2 AL RS 5 P 24 1A 1 5 A i E R 0 F TR
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(7] Fsf 25 U1) XL 55 S8 28 1 I DR i R VA B 22 £k
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ZHM 66% ~95% ; @ JC /i (noCyR) : Ph™ 1 ]
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Clinical observation of fertility circumstance among patients

with chronic granulocytic leukemia treated with imatinib
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Abstract Objective: To observe the fertility circumstance among patients with chronic granulocytic leukemia
(CML) treated with imatinib. Method: The data associated with disease status,type of pregnancy.medication com-
pliance before or during pregnancy, the production,the baby and postnatal treatments from the patients or patients
spouse who conceived imatinib were collected retrospectively. Result: There were 12 cases of pregnancy in 12 pa-
tients or their spouses (male 5 cases, female 7 cases),and 6 cases were successful production. Among 7 cases of
women, the median gestational age was 28(25 to 32) , the median duration of CML was 42(19 to 97) months,5 ca-
ses got major molecular reaction (MMR),2 cases was in acceleration period. At present,there were 2 cases of suc-
cessful production,?2 cases respectively at 29 weeks and 31 weeks of pregnancy,3 cases of abortion. In the male pa-
tients spouses.b5 cases of median gestational age was 31(22 to 36) , the median duration of CML was 32(24 to 84)
months, 4 cases got MMR, 1 case got partial cytogenetic response. There were 4 cases of successful production,
1 case of abortion at 9 weeks of pregnancy. Currently there were 6 cases of produced baby without congenital mal-
formation (weight, height and other indicators were normal) , the median age of 24 (10 to 36) months. No abnor-
malities were found in 2 cases of fetal by checking chromosome in peripheral blood and color Doppler ultrasound.
Conclusion: It is recommended that childbearing female patients should be advised to practice adequate methods of
contraception while on imatinib therapy. For female patients with strong fertility requirements, the lower of Sokal
score, the earlier of MMR,and the longer duration of MMR (=2 years) , the higher the safety factor of the drug
withdrawal during pregnancy. Before and after 3 months of pregnancy,the patients should avoid imatinib exposure.
No special precautions apply for male patients being treated with imatinib.

Key words chronic granulocytic leukemia;imatinib; pregnancy
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BHIEOLE B BR AT A3 A SOk Tk Be Al
B R R ] 12 Fl CML B % s im0 A B S
BLIEAT I A,
1 &ERl5H*%
BE 2015 4F 11 H R Be i CML B3 921
i, Hoip R A % JE 656 ], HE L CML
JG TR YRR A (B TR RT R R R

MDY ES 5 JE iR I7 . e 300 A8 3 IR 24 i o M4 %
BEZRZCR . IRITWIARAE NCCN i 1 7™ % s 0 A8

FIUAR KL 0L B st o) {3 e 3 i, [l JBt vk 4 A
IRYT LR CML A 2 s R PE A 4 R 5 7 v i IR
A YRR A ay s e R 251 0L AR e VL &
FIRIRIT R .
2 BR
12 il B E s EE AT R 12 WL B 5 L &
7 s AR IR 28(22~36) %, HETIEAE S 6 4,
AR PR 2 ) o 2R 29 T RTZE 31 D L T
42 B E SR, 2 BN T3 =) . 10 68 & Ak
GEUR .2 B R TR0 P AT R L FLAE i S AT R S R
Ao B LR TR IR B R G A7 B TE) A 24
7~82)1H . 12 i 8 F LE B 1 12 W B 34 18
P, Sokal 43 10 B fa2H . 2 fl & a2 . 10 ]
IS A 8 5 4 W e il O 55 R JE R o8 400 mg/d,

%m%ﬁ%—‘é\éﬂiﬂ’@m%%%ﬂﬁ¥%fiﬂ”,Em?}z—'ﬁxﬁz 2 16l 7 1 Bl 600 mg/d., WFE 1.2,
1 ROBENERBERHMNERBIFEMNEFTER
T YR At — ™ BLAE B
gH L IR T, B EH A g ki
s oo TR s RO M e T e w wes T
/% /A /(mg W}[H n & /kg & /em PR A
«dH /A
1 B &S 31 CP/CMR 24 400 22 % It 5= 4 2.8 A2 f@FE 28
2 BooEs 23 CP/CMR 84 400 31 — & g 5= & 3.2 48 fEEE 36
3 BB 36 CP/CMR 32 400 31 — & HIE = 7 3.8 55 f@EE 30
4 BoEmA 22 CP/PCyR 39 400 33 7w g 5= BHoo3.1 48 f#EE 17
5 B &4 33 CP/CMR 26 400 22 @ @— &K EE:S - - - - -
6 & R 29 CP/CMR 94 400 58 & 1=z I 7= Bo3.6 50 f@#HE 20
7 4 wHN 25 CP/CMR 12 400 17 5 B 1 7 3.2 46 f@EE 10
8 o EA 26 CP/CMR 47 400 33 VN ¥ ] Z 29 J# — — — — —
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o Tk A M 5 & ik MMR T2 IR W 2 T R
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7 25 2012. 06 2012.12 400 %6 1A 2014. 05 12
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10 28 2014.01 2014.02 400 %6 1A 2015. 07 12
A3 B Q-PCR 4l 2 ik BCR-ABL {4 0.01% .
7 B L Pk B A IR P AR IS 28(25~32) %, A i .58 MMR, 5 &40 T ik 8, Horp 3 )

CML WP R 42C19~97) A H . 5 il ik F 5 4
TN (MMR) L 2 s B . 2 4 114 4 4 gk
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FEASH W i H B AR E i BCR/ ABLIS) @il A 2
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Effect of amifostine combine with decltabine and CHG

regimen on high-risk myelodysplastic syndrome
ZHOU Wenjin SHI Yuejian ZHENG Cuiping HU Yingying
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Corresponding author:ZHOU Wenjin, E-mail ;26288777 (@qq. com

Abstract Objective: To observe the effect of amifostine combine with decltabine and CHG regimen (cytara-
bine+ hydroxycamptothecin+ recombinant human granulocyte colony stimulating factor) on high-risk myelodys-
plastic syndrome (MDS). Method: Forty-two patients with high-risk MDS were randomly divided into two groups.
Patients in the first group were used decltabine and CHG regimen,and patients in the second group were used ami-
fostine with decltabine and CHG regimen. Fourteen days for 1 cycle, the efficacy was evaluated after 2 cycles of
treatment,and the occurrence of adverse events were observed. Result: There was no significant difference in the to-
tal effective rate between amifostine with decltabine-CHG regimen and decltabine-CHG regimen (78. 3% vs.
78.9% ,P>>0.05). Recent mortality was significantly lower in amifostine with decltabine-CHG regimen than that
in decltabine-CHG regimen (0 vs, 15. 8% , P<C0. 05). The incidences of grade 3 to 4 neutropenia and thrombocyto-
penia were significantly lower in amifostine with decltabine-CHG regimen than those in decltabine-CHG regimen
(21.7% vs.36.8%.69. 6% vs. 89.5% , P<<0.05). The incidence of mucositis was significantly lower in amifostine
with decltabine-CHG regimen than that in decltabine-CHG regimen (17. 4% vs. 42. 1%, P<0. 05). Conclusion :
Amifostine with decltabine-CHG regimen is safe and effective, with lower recent mortality and grade 3 to 4 hema-
tologic toxicity and mucositis.

Key words myelodysplastic syndrome;amifostine;decltabine; CHG regimen
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Abstract
lymphoma (PENL). Method: We analyzed retrospectively clinical data of 304 cases with PENL,including age.sex,

Objective: To analyze the clinical and pathological characteristics of patients with primary extranodal

pathological classification and onset locus of lymphoma and so on. Result: D The median age of the patients was 51
years (range 3 to 91 years) ,the high incidence of age was 41 to 70 years. The ratio of male to female was 1. 2 :

1. 0, small intestine and the parotid gland lymphomas were significantly more common in males, while thyroid, ton-
sils and spleen lymphomas were found more often in females. @ The 304 patients with PENL accounted for 53. 0%
(304/574) of lymphoma over the same period, among them,95. 1% were non-Hodgkin’s lymphoma (NHL) and
4. 9% were Hodgkin's lymphoma (HL). PENL constituted 58. 1% (289/497) of all NHL during this period and
19.5% (15/77) of all HL. @ The primary sites of involvement were gastrointestinal tract (25. 0%) ,nasal cavity
(12. 2%) ,mediastinum (9. 9%) , tonsils (9.5%). @ The common pathological type of gastrointestinal tonsils, cen-
tral nervous system,bone, breast, thyroid, testis, uterus,ovary, spleen, lung, kidney lymphoma was diffuse large B-
cell lymphomaj; the common pathological type of nasal cavity lymphoma was extranodal NK/T cell lymphoma. Most
PENLSs were in stage | /|l . Conclusion: The incidence of PENL is high, disease site is extensive, clinical manifesta-
tions have no specific.so in clinical work we should be wary of the possibility of lymphoma. Tissue biopsy should
be done as soon as possible,in order to avoid misdiagnosis.

Key words primary extranodal lymphoma;clinical characteristics;pathological characteristics
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Dasatinib of China Tai-tianqing as second line treatment

for chronic myelogenous leukemia in chronic phase
KONG Jun FU Haixia LAI Yueyun SHI Honguxia
QIN Yazhen HUANG Xiaojun JIANG Hao

(Institute of Hematology,Peking University People’s Hospital, Beijing, 100044 , China)
Corresponding author:JIANG Hao, E-mail:jianghao0090@sina. com

Abstract Objective: To evaluate the efficacy and safety of dasatinib of China Tai-tianqing in chronic myeloge-
nous leukemia (CML) patients with resistance or intolerance to imatinib and/or nilotinib. Method: Fifteen CML pa-
tients after imatinib and/or nilotinib failure or intolerance received oral administration of 100 mg dasatinib once dai-
ly. The overall survival, hematologic and cytogenetic response,as well as adverse events were evaluated. Result: The
median duration of dasatinib therapy was 12. 3 (2. 7 to 17. 6) months,with a median follow-up of 12. 3 months. All
patients achieved complete hematology remission, 8 of 13 patients (62%) achieved CCyR, the median time to CCyR
was 3.1 (2.9 to 7.9) months,7 of 15 patients (47 %) achieved MMR, the median time to MMR was 6.3 (2.6 to
9.1) months. Two patients occurred blastic crisis, with T315] mutation, and died respectively in 8th and 10th
month after treatment. One patient died of second tumor in 11th month. The estimated progression-free survival
rate at 15 months was 78 % ,overall survival rate was 77 %. Hematologic adverse events included 1 case (6.7 %) of
neutropenia and 4 cases (26.7%) of thrombocytopenia. Nonhematologic adverse events were mostly of grade 1 to
2. Conclusion : Dasatinib of China Tai-tianqging is an effective and safe drug therapy for CML-chronic phase patients
with resistance or intolerance to imatinib and/or nilotinib,and can achieve higher rate of CCyR and MMR.

Key words chronic myelogenous leukemia;dasatinib;imatinib
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The clinical efficacy of different doses of decitabine

to treat myelodysplastic syndrome
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(Department of Hematology, the Affiliated Hospital of Qingdao University Medical College,
Qingdao,266003,China)
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Abstract Objective: To observe the clinical efficacy and safety of the patients with myelodysplastic syndrome

(MDS) treated with different doses of decitabine. Method: Twenty-nine patients with medium and high-risk MDS
were evaluated,and were divided into 8-day program (12 mg * m ? + d ' X8 d, n=11) and 5-day program (20 mg

—2
°m

+ d7!' X5 d,n=18) according to the doses of decitabine. We observed the efficacy and adverse events of the
two groups. Result; Of all the patients,complete remission (CR) rate was 37. 9% ,and overall response rate (ORR)
was 62.1%. The CR rate and ORR in the two groups were 45. 5% vs. 33.3%,72. 7% vs.55. 6% respectively,with
no significant differences. All grades of granulocytopenia and III or IV grade of anemia in two groups showed no
significant differences after decitabine treatment, while all grades of anemia and thrombocytopenia in 8-day program
were less severe than those in 5-day program ( P<0. 05). There was no significant difference in the nadir of pancy-
topenia during bone marrow suppression. Infection was the main adverse event caused by decitabine and occurred in
40. 0% of treatment courses,with lung was the primary bacterial infection site. Conclusion; 8-day program and 5-
day program are equally effective,but 8-day program is less myelosuppressive and more safe.

Key words myelodysplastic syndrome;demethylation; decitabine; therapeutic effect
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R R R o ) 45 22 B K R S B0 24 (8] B A )
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2 Kk V& B8 98 (multiple myeloma, MM) & —
FRZA AL B B bk 40 i ok 5 A i Y 2R G 0 1 b
Je o o M I AR G MR A 1090 ~ 15 %6 L T AR Ok
KRR E B BT EH LA A, BRAE R M2
(RRIF BB AL . Dk 22 R e . K FEH 6D .
MP (522 TR . VAD (K 35 5 b, bl 85 5 i
FERNS) SFALIT 7 B 50 & B ARG, 28 figt i) i)
R . AR B A SR T AR A ) 50 ER £ OK I N
FH AR Y7308 B R K H A
RR—F o0 Ho B K IF X0 R Ak K 7 A it 24 ok
TR i A Ry 7 — AR G 328 9 19 700 B O A A T b
Jei A RIS AEG A9 35 1 . T DA IR 6T A5 G AR L VD R
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AE 10 H . P2 A G ok Z w0 3 G iR e
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28 1) 58 X R RIS B e Sl E B9IRIT T &
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25 mg/d) ", Hirp 20 i H SR I G M ZEOK A
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PR Lo R R TR 32 Mg 39 1) 465 7 i 7% BT ) DS AR -
100 mg qd il B T # K o 4 4 TR B
1.3 IO BBy

i BB 2 AR BRI R 2 A i M
2R B2 BRI IS R AR 2
SEAEREAT LR T AL TR IT T A OhR I S IR E PR
B T AR (IMWG) J7 8UbR 1. A R R 4% 1]
NCI CTCAEA. 03 [# [ 37 i 5 WF 52 18 FH 75 % b
1) FAT 5 AT
1.4 Sit2eab s

K SPSS19. 0 e it F k#4784l o b . 314K
TORE LA SR B L R, HEAT 7 R T i B R
xE s BRI K%, L P<<0.05 N2
SAGIFE X,
2 H#R
2.1 JRITHTJE I PRI H 48 b 0 22 4k

XHAITRTHNE YT 2 A8 WG 10 A 26 52 50 = 4
EERHTHEER BTG M E 38K
i .B2 MERE A TR MaE A& . HESH
Giit g (X P<0. 05) , 1 Il YLAE VA T R )G 22 5



+ 906 - I AR I 2 24 7 %29 %
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JRYT T 43.1147. 24 6.024+1.12 42.92417. 20 65.2311. 80 58.21436.53
RIT IR 25.53+6. 85" 2.7741. 24V 17.4248. 67V 89.53+12. 32" 50. 364+28. 79
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SD 13 i (52. 0%), PD 2 fi] (8. 0%), ORR }
40.0% ., 18 BB H 2 3] 8 MR M MIR YT, Hrp
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[FESES] R733.72 [x#irEB] B

18 P RE 20 M P IR (chronic myeloid leuke-
mia, CML) 2 U5 T 15 100 T 200 1 5 e 2 348 9 1Y)
T R SR R A ) R (tyrosine kinase in-
hibitors, TKD 8 H B, 44 CML BI6 7 3k T H v
AR AL, i CML f83E A A7 3 AR A7 B [ A K B K
SR, TKIJPROFE R R M A E,, FBE B AR
REMN 37 , 4 26 f 3 B 24, 0 s B ABL 3% il
TSI RAZRE, HATE N E HWFSZERE. R
BB GA U R & — A% TKI izl . =8 TKI %
A b 5 2 S R i T A e A A Callo-HSCT)
R RAX 2355 43 88 3 T R allo-HSCT , ai Ho A 1ifs
Rk, A2 #] T3151 &4 CML &, Hl & =
RAZER B (CHHT) 3G 97 B V) 306 4% it 25, T3151 R 48
P It Hik B8y PR (A HHT 4i4E, X
I BCR-ABL #6534 L JF, 4k4: HHT 4 Jf TKI
HEFRRIT IRIEES L 2R,

1 fw6E R

BE 1.9 ,40 2 ,2012 4 5 AL &Z Sl
HWHLLEBE % K % & CML (92 1k 1), ml & 5
BCR/ABL 11 632/10 000 ABLCOPIES, 4 & {4
46XY . 1(9,22) 0, A, 45 T B FENRIE T . 35 1ML
WA, 2013 4 11 AER I & . IR K . i 44
YSTF, I H B T4 L 20, 17 X 10°/L, Il 40 % M
30 g/L. /M 25 X 10° /L. &5 & B 615 % & CML
T, 45 7 B E R JE (EREE 7)) 0. 6 g qd B i Il 52
F5 5T I AR SR i RRIR YT . 2014 4F 2 A E
R A ME LA 40 1.0 X107 /L, 1 21 & A
58 g/L, llil/IMfk 68X 10° /L, BCR-ABL 97. 19% . ‘&
i~ CML 20k 48 . ABL #§ E450K 247, J5 o ik
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KV E e (OE KRR 28 "R JE §F) 140 mg qd, #i s
TE#H, 2014 4 11 A 12 H#& BCR-ABL 0. 16% ,
B MR2S B AT 70 mg qd, 2015 4F 4 J]
L& Z N, 4 BRI L L AL A AE 6. 0107/
L, ML 83 g/L, Mi/h 15X 10° /L, B &6 J7 IR
40 58 % , POX B4, BCR-ABL 62. 28 % , ABL #
fii T3151 7%, % & CML Zki78, 2015 4E 4 A 20
H#%F HHT 2 mgX5 d, )5 B4 o = jJ g, 457
PURGIEIT .5 H 20 H B BEJR 1A 40 L 53% . BCR-
ABL 39.38%,5 H 21 H4%%: HAG H%EAfLyr.6 H
24 H A I F HLE B8 3 R 22 %, BCR-ABL 1. 54 %,
6 1 25 H HA HEIYLE,7 A 31 HBMEZEME T,
BCR-ABL 2.89%, 8 4 1 H HAA & W[H,9 A
7 H R IR N BORRARORIE  BEHE MRI #2878
EHEHEE NG S R, B IR D B A a4 b nl 6e.
{HAF 5 58 CML Z&f# # . BCR-ABL 0. 93% , 3K &
ASKG I AR A B 58 AE, T3151 98 48 5 [, Ye {0 4k
46XY. M B W e s o T, R R B 4l i 7
CD45-SSC Hi s I H L 4 HEZ0 M 7 54. 08 %, LR
i5 CD10.CD19.CD38.cCD22 . TDT, % j& B itk [ £k
20 M 1 /9K EL R L A BCR-ABLP210 fill &
FEPIBAYE B W 1 3. 68 g/ L, 4 i %k 0. 2107/
Lo 257 Bl B+ HY 2 08 4 b 8 DK P 6 PN 3 O
6 UK, MBS P T FRERR A S50 DR 8T 4 e T AR 400 Y 2
TRES] 0.02X10° /L AHGEWHE M 2. 77 g/L.J5
ML BT A0 M 3. 4 X 107 /L, L4 & (1 117 g/L, i
I 54<10°/L, 9 A 29 HAFRGHEN 4. 15% , 4%
SEWE N ST ARIT 4 W B R R R B T R
10 A23 H 47 &l MA 7 4097 CF &%
4.0 g d1,PPBEMTT 3.0 g q12 h,d2~3), ¥& i ki 4l
MiskZ 5,12 H 9 B B H 400 5. 3107 /L,
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MLZTER 1 104 g/L, /i 79 X 107 /L, B % BCR-
ABL 4. 48 % , ABL (4 28 45 BH 1 , 2% A A Y 400 i 4%
0.03X10°/L,2E M 1. 02 g/L, #kKZe47 84 N A 4
2 W, JE I /N AR T 50 X 10° /L, #8 N  5. T
12 413 H HHT 2 mgX7 d,J5 1 mgXx7 d, 2016
4E 1M 23 HAH#ERLE 3 BCR-ABL 26. 32%,
ABL % B 298 A8 BT, S &2 A i s B R i /s B
50X10°/L LN HEE L HAEHERE= 1. 1
WMERZM. 1 A 19 HmMHXYEE 100 mg qd,
HHT 2 mgX7 d/H  HZEKM 5 mgX7d/H. 55
TP RE R W R AR, 4 A 13 H A Il w AL A i
2.1X10° /L, IML£L4E A 83 /L. MfiL/Mi 43 X107 /1.,
#r BCR-ABL 0. 14 %, Y& o 0K S 1E % % 8, H §r ik
W2 100 mg qd, HHT 2 mg X7 d/ A , # ZE KA
5 mgX7 d/HHEFRRIT .

B 2.9 .42 £ .,2005 AE RSk B = LA M
L RE Y AR5 AR I2 B CML 18 11, 45 7 F 0
IR AE R 9T AR R — AR e . 2011 4R R Sk
B= & A E R BE S5 i CML fin s i,
PR B e CED B 7)0. 4 qd. J5 LR 2# Z5 ff . 2012
10 H XUHELZ J7, R BEA I H ML A A 74, 3 X
10° /L, Ifi 2L & 14 139. 0 g/L, Mi/hk 422 X 10°/L,
A aEE R CML 18 PE 1, BCR-ABL 63. 13% ,
Uk IR 2+ = Ak R T HTE RN AE,
2012 4F 11 A A il B 4l i 31. 2 <X 107 /L, I 41
EH 143 g/L. i/l 591 X107 /L, Bk v & e
100 mg qd. J5 MK <&M . 2013 4F 4 A 25 H I
MLEA0M 12,5107 /L. 40485 19 139 g/ L. I/
85 X 10°/L, & #& CML 18 4 #, BCR-ABL
67.55% , ABL {4 T3151 R7¢, BMERBIHEER
(AN T 0.4 g bid, 2013 4£ 5 H 14 A4 T HHT
1mgxX14 dfbyr 1 ANt e 10 M2 H—HE IR
JEIE R 0.4 g bid 4+, 2 Hb 2 i 5 B A 40 B 2%
18 17 % T 5, BCR-ABL s A TR Bl . 2014
7 H 31 HAME M A4 25. 6 X107 /L, il 41 5
1116 g/L,Ifil/IMR 76 X 10° /L, B8 CML 2 #: 1#1,
Yefi ik 46XY, t(9,22)%, BCR-ABL 186. 17%,
ABL Wl T3151 28748, JR 4k 2L JE ¥ & e 0. 4 g bid
e A w25 F HHT 2 mg X7 d/J, Wi T
P& 300 51 U qod, 3201449 H 26 H.11 A 23
H.12 H 30 H.2015 4 3 A 8 H4%% HHT 2 mg
X7 da 1 mgX14 dfbyr. 20154E 5 H 9 HA M
WHLE A 8. 5107 /L, LT & 1 138 g/L, ML/
B 114 X107 /L, B R E B e . 464 HHT 2 mg
X7 dJatEIERIT 5 M A4, £20154E11 A2 H
50008 B 40 B 206. 5 < 10° /L, L 4L & [ 133 g/
L, Ifit/NAR 188 X 107 /L, B #fi & /n CML 12 % 1,
BCR-ABL 91. 7%, ABL % B %€ 28 B %, 42 (0 {&
46XY,t (9, 22)%, 57 B ¥2 5 R 10 A4 B, 5 4k &k

HHT 1 mgXx14 d,Jé¥& % )e 0.4 g bid, HEf HHT
+JeIRRE 0.4 ¢ bid 4EFFiR97 . 4 A 20 HE M H
ML 400 9. 6 X 10°/L, L2025 11 118 g/L, Ifi. /M
121X 10° /L. 4 BCR-ABL 2. 93% ,4kZ3697 .

2 it RXEE S

A TKI # ) n; FH DOk, AR YT CML L s
TARKEI . AR IT#I 2 CML ) —225%. H
B B R RET 52 5 B 2, R v i A 5 R
JE TR 24 () 48T, BT 14 B Sk i A% 2 AR TKT ik v
B e ek 2 e nas A . 3K P2 W fE e il K
BB 43 578 7 A 1 i 25 ABAT A e A R R T3151 %€
A5, AWEFEAT 1301 il 52 0 5 8 e sk AR TKI
TRYT IR AT AR A1 b s R BRAE IR T R W BB
hOG L R G A OE 4 A M ast A o 7 A B 58 4 LT
Ziff 4  BCR-ABL 278 FHE R #5 ik 31% M 50% .,
TORERE (Y 2 A 2R AR S I il AR U0 R JE R i B
Je &4 A% TKI, T3151 878 i (5 /Y b 191 45 ik — 45
B, fE T3151 &AM CML & #1697 . B Al
552 I PR b B e, 1 TE A AR YT Tk . B
B IR EEXT T3151 RAEA S IRYTY Tk B b fE e
.

TKI BACE X T3151 2848 iR Y7 L HZ X F
R B E AR/ T 12 S ), allo-HSCT &4
SRR T O 3, BT LIS R 45 97 80 . Allo-
HSCT G A B R NE X A2 EH W T
HAb 7 %, =4 b —mp HHT %, {H 2 K #y7 8
FEAUN allo-HSCT, Ponatinib /E Jy %8 =A% TKI 24
YA 2, B A i Hl BCR-ABL.FLT3,.PDGFR.
VEG-F.C. KIT JLFP & 2 B8 I 1 3% 7 o] A 240w
it T3151 RASA R 257, —IEZW [
Il R 5 (PACE) R W1 A7 7E T3151 58 48 3 X 4%
AR TKI 2591t 265 1) CML 18 13 58 & 85 % pona-
tinib JRY7 5 o 3 A0 M 35t % 2% OB AT IR 5400,
Jo& 0 HR A A 0 I R N R R s (EH ETE N R
L, B as & e, — B E AR Z., HIT allo-
HSCT i M1 97 X 2 TKI it 25 (4 i % 1) & % 7
1= ENES NN T A S B2 i = R N NI LA N
fAF.

HHT 230 E N =42 @ ALY b 53 25 i 40 i
Az — 2 — FiE AL R 8 T TKI 8 4
TE L RFE R HHT A7 2 18 CML &% 1
T G R 5 1 O ELER 43 B 3 T AR A5 20 B 3 A% 2
KR, HHT 8 F M CML 3 B 40 i i BCR-
ABL @A 3 H #5775 S CML 4= . &
WAMNSERGIE B HHT B A A R0 A 56 H i T 40
ML CLSCO Ry RE 3™ HA A B, 25 5 4R G, 1
FAMLHIANTE T TKI, HHT E 98 A4 s i 5,
A LI BCR-ABL DL K HA AR 56 & A1 A kL IF
HAAZ ABL B R A
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W& T3151 %3 748 36 J7 ME MY 8 8L, 76 [ Sb
HHT 8345 2 & A0 E AN X & 9F T3151 %8748
i) CML E T HrBE M58, v H HHT #] LLECRS A
FEE T R ABAN BE SR AT A 0T i e R . REE
SN2 A R (FDA) T 2012 4 10 H 26 H#Ht#E
Synribo( & =42 #2 B omacetaxine mepesuccinate)
HTFIRI7 AN CML, i i FDA Jin s & 41t #2 fy 3K
L@ T4 TKIZEH 2D 2 Fh2h )47 5 g4
At RE B E T S R T A, HoaT Bk e
S 200 T e R 1 R S B . A O LA R WL R IR
POAHHT GEN P T-HE A MCL. 1 2
P 0 TR O A R A0 M A R T T R R
ANz ABL 3 B 28 25 /Y 52 L JF B 0 2 = AR I &k
AT Cortes 7 X 62 141 35 B/ 2 s JE 78 N 1)
TKIJBI7 M A T3151 48 CML B &4 T
B S HHT 397 8550 77 90 5 35 3045 1M 2
SEA N 23 % 1Y BB 3R A B A0 3R A% 2
HIAIT X2 4,

Marin 427 FF DB IR T SO A E R E 4
THDHERE A HHT & Y4 BCR-ABL. 10
B 7 0 BT PEAG 1) BCR-ABL 4% 54 R B,
H 5 Gl FF& 14 log A . H HHT i6J7 CML
BN B A IR NI I 2 1 AR R L 4 K
ZHRAE VI Z, K WRT CEHEE S T YRR E.
TKI ARE/EH F LSC™Y, HHT HEA A 21 A 5
LSC WRE 1™, TKI 5 HHT B4 R 2507 &1l LU
fe it CML 40 g # 1=, I 7 4 BCR-ABL %8 & 11 %
K. EWTESETY ST & B N T O A R Al o R
JRRITBUR AR CML B ¥, HHT B4 00 5 %
JERE % H w4 BB OE I VR AE RO B TS .
HHT 89642 (1 & % it 245 (4 11 10995 20 i 398 i X6t G
R Je BRI fE T OHHT G i B
EphB4/RhoA i #% 2 4 3 CML H 4 40 ig fk x5
R R BUR . HHT BEA O 8 8 nl LR & it
251952 & I 40 i, EphB4/RhoA 3l f# 3 1k 7K
T e E TR, EEHEECRP DR e
BRaalBA HHT X CML 41 il & K562 5%
M, &P TKIBS HHT o] DR 3 CML 40 i 95 1
It F % BCR-ABL % & 11 .

AT 2 7 BB R R LA K, et R K
TR PR TKI 8%, 78 — 18 TKI
BIT IR B ABL B T3151 %48, fil 1 &
155 P T 5 JE if M 3R 20ki 28, ABL BB E450K %€
A JE IRV RS . A AT A JE O B2
A5 ABL B T3151 2848, Bl A v e . fif
ME& HHT J5 R A0YT I 2 28 i, O 4k 22 L [ 36
J7 . BCR-ABL %6 5t AR R % 2 4 log, T3151 58 48 14
K. UL HHT A 20680 5 i 25, (3 L R 97 o # v
HH B RO B 8 R G 1 I LTI RE HHUT e D3 5 il

i 5 B 8 PN R O R R MA T Ak I7 R RESE &

5 il o 175+ v ) A R GRS | BT IR 6 CMIL 2%02R

25, Hav2 HHT @Y7 f5 . BAR T3151 2748 & B,

BCR-ABL #% 5 A4 I F+, % & 525 HHT MELL AT

KWIrak. 467 HHT S IF R 08 e ge 8 gk 22 =

il 1% s BCR-ABL ¥ s A 4k 22 T B L 13d BB & il 1]

ARBYTRC, 6] 2 B AE 0 1 oF 4

L RIS R E R R SR R e L e

WBE e o B, B BCR-ABL # A | JF, &

ABL ¥ H§ T3151 2878 9K 4k 2L Je i& & Je iR 7 » [l

BF 48 T i =R A2 1 AT R, il B A R Be Kl il

KL K ABL W= 78, J5 — H B 25 1 iR JE % & e

10 /~2 1, 25 i 5 #4022 108 o 4T v B A

BCR-ABL #% 5% A B i [ 7+ %] 181. 17% , ABL ¥ i

48 T3151 BHYE, 2% 5 e & & e . dk 221k

G227 HHT Y7 WIE R . FiEHE R

Je AXE T H 25 HHT RYT 2 N E IR 5 4

H w16 R, BCR-ABL ¥ 3 ARH & EF,{H ABL

Wt 28 28 Bk, 4k 2 HHT W8 % 8 B IR IT T 3K

WE., 2 BI¥HR HHT ¥4 T ABL J#§ T3151

S8 H B2y HHT X DL 45 K 97 %0, [ i Bk &

i TKT B 45197 58 .

Xt FAE T3151 2748 B Tl 22 A HAb A I7 o7
BB A MR RS  HHT 2 —Fm g yr k.
B HHT KPR A A SC 2 ) HHT B4
TKIIRYY , S AT aL. 29I & CML 2 H
HISE A B IR B 9 1) e 28 B A . PR FE 52 &0 T2
LR (CMR) 2 4F L) 1 9 B 3 A7 A AT 45 25 240,
Ho 2y 50 % W B & 1525 5 T LR R e 19 CMR,
AT B2 5 R K, WA B T R B R A
ABE B A 2260, RERR CML B &
A TKIGF BN 4 HHT, & 5 AE g 4 UL R
WIZ R E L0225, X R 1358 CMR,(HS —
W BHEXT TKIRITFRCR A A, B0R )7 o ##
o BCR-ABL #% 5 A& EJH &, mfn il HHT 6
57 W A AL 1 293R 9T RS s AR K
5% Lk
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in the treatment of adult acute lymphoblastic leukemia
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FETiE ] & Bk 1 B (1L-asparaginase, L-Asp) J&£ 17
JT & PE IR B 40 9 B L% Cacute lymphoblastic leu-
kemia, ALL) [ 25 ML 25 4, FAE R e 32 #E ol H S
TR L IR 2% T e DA T ISEL DT e 92 240 L 7 2 11 5 5 G
0 9 2n P AR R R AR R P R
FEME 5 51 & UM B B B L e i T e R
GER i AN I R NS 2T YN 1 S N S Nl A
SN 25 W) i dk g Y . 55 T A& il (Pegaspar-
gase, PEG-Asp) 1E Jy — Fl I & — B Ak 27 48 K A 1
Je R B ) A T g e D ) BE DR T L-Asp [ g%
P SRR T AR IR B 1 0T A B R IR L ARk
JUFRH It 38 5 5 T A9 G PR BF 98 & 3 PEG-Asp 5 L-
Asp HH L, J7 8% 6 22 5, B i R B K R R
R, HHE E ™ PEG-Asp Hl L-Asp & J7 ik
N ALL WA 800 e 4 M o] ot i 4 FR B SR
% PEG-Asp 3 L-Asp fLJ7 7 R I6I7 916 WA
ALL BE TR PSS A R R BT,
1 #ER5RHE
1.1 %kt

2013-01—2015-01 7 & B 13 Bt 4% 52 16 97 19 4]
BN ALL 5 3L 41 1. PEG-Asp 2 20 il (L
3Bl L-Asp Bk )5 & Az i U L % R i
PEG-Asp, ] 58 B8 AN 7 o #2 R & A i 80w
RO, RALAERS 23 B 5 L-Asp 4 21 ], A7 5E#Y 25
%, 2 HBH 2RISR R L (e=—0. 891,
P=0.378), ATEHRE . 4% C Il 5 12 W B 97 b
) #i2 ) ALL,
1.2 /Y7
1.2.1 PEG-Asp# KHFEHH 1.2 mg/(m* «+ D),
d1.8,15.22; F L% K 40 mg/(m* « d),dl~3,
15~16; B BERE 750 mg/(m® » d),d1.15; PEG-
Asp 2500 iu/(m? + d),d9.23; & B 1 mg/(kg *

VO K S — B E R i A (R, 450000)
BAZME A %) 2, E-mail : liuyf371@163. com

d),d1~14,0.5 mg/(kg » d),d15~28,
1.2.2 L-Asp# % PEG-Asp Bl L-Asp, H
RHZHE PEG-Asp 4R, L-Asp 5.6 000
iu/(m? « d),d19~28,
1.3 WA R

TE T T AR IR 2 0 A R W 1 Ul R R
A Al BRI L L PR T R T K I BE . IR 45 L W
TRR N, ITFaT& B8R, 74k 3 HE &
B R 1 ADAEE 1R GRS A,
1.4 Siitgab

K H SPSS17. 0 Ab ¥ s . THEERERH
B AR " R, AN AR IE 2 4 A 0 B0 R
FRAIRE K . DL P<<0.05 AESRASFEITH#E X,
2 #R
2.1 2 HEMIEMN i

PEG-Asp 4 20 ] (100%) ¥ 2% fi# , L-Asp 4
21 B rh 19 51 (90. 5%0) it . 22 S oGt 22 L (o
=2.774,P=0.096), 5¢4Z I (A 58 4 5% i
ZARWE ST BE VT 45 /) . PEG-Asp 41 v A7 15 8] A
70.50(33. 75~169. 75) d. L-Asp 4 H {7 i} [6] 2y
106. 00 (84. 00 ~129. 00) d, Z R LG it ¥ E X
(Z=-—0.952,P=0.341),
2.2 2HAR N KRARLE

PEG-Asp 4138 i ) i & AR AKF L-Asp 4,
ZRAGHFE X (P<0.05), BN LB K
ik P 25, 28 % i Ak RS % i s 2 A ) TN R TR T
(ALT) M HLL % (TBIL) , B H 40 % (DBIL) | Ifil
PREZE R (BUN) | LA | ML &2 1 (TP I H 8
FALBY R HEMEERZRTRITEE L (P>
0.05) ;2 21 [a] 3 £k 35 4 & 1 1% B 1 (3] CAPTT) 4
e L BE I T JELS 1) (PT) SiE K K £F 4 25 (R I AE A&
EREZ TG E X (P>0.05),{H L-Asp 4
2 BT AR (FIBKE 0.5 ¢/L LR BIEAR
HAOR W ARTEFRE v3. 0 B8 3 H(EFEM AR
FAE) L IF B S B Sk o A RE IR, R4 K
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1525 ROWREIR T 2 58 Y B A S AH AE 1% T Ak
Srid 2 AR E T ALIE AN RO & ak R AR L
O MKt 8RS ETE RS KRR ER TS
PeFE L (P>>0.05) (% 1), 2 41 1 40 j s /0 4
ER TG HE L (P>0.05) (% 2),
2.3 2 HfEBEnT A i

PEG-Asp 41 & & F & fF Be i 1] 2y (23. 0 £
6.3) d, B EET L-Asp 4L/ (29. 1£8.6) d(t=
—4.334,P<<0.00D),
3 itig

L-Asp 76 ALL fiGIr A EZEMIEN. B
T E A9 10 4% Ik B i o R0 A 3 . SR BR KW #F 0 U
£ L-Asp . PEG-Asp K K 9K 45 BR SCH I L-Asp,
B AN KA EEM L-Asp™ ", L-Asp &%
FE WA R RN, &R R
15% ~73% , 5 HAMEME & AR W 2 IR 2
A, U EH Y A R N R M I PR N R
PEG-Asp fER —Fh I & ZFEAb 2= R B AB M J5 19
TR |7 2% P e T o R0 5 AE DR AE L-Asp B3 M 0[] B
I T AR 1 B 1 BT Y A R DR LA D i R
N R A TR B P R WS K & L-Asp 1Y 5 4%,
SEA T O 2y 1) B BT MR, 45 kT AR R A B R
= ST PEG-Asp fEJLE ALL QYT Y
ST AR G Ve E N AD O B 2 SRR aE = o
TR R & B K T A 52 W i 3% 1, M F L-
Asp, i H PEG-Asp By JLE ALL B E A &R 68
PRRFAEE R K, 3 o 22 S HOL i B g & R
B0 AR A AN BN R AR AL, R
F PEG-Asp - 32 B 19 4E & J2 75 {5 B 5 10 il 72 5 o
G N 151 5T NS B S VAN O 7 R & I TR E= R
PEG-Asp £ i N ALL {697 o0 W97 30f & & M7
B — Mg, AL MEE T PEG-Asp £
AWIE ALL W 7 s A RO 35 L-Asp i

AT S5 R R M 2 20 B H 7 S i, PEG-Asp 4
R R O N & R, R BT R A, 5 H AR L B
ALLJRIF RS 45 S A — 3, #2/8 PEG-Asp
AT FIL#E ALL, 7T F s A ALL (¥
BT .

ASCaE R F WL M ALL #9135 Sk 7 .
PEG-Asp 5 L-Asp #8847 197 %0, B o g&40 i
eI DI REFE AT AR AL P AR R IHALIE RS AR
RN EAEFRT R, #—-PomERER. 5
L-Asplt #, PEG-Asp 5l APTT K Fl i 2 fig
SH (DBIL K& ALT FHED B E AR H . B ERT
Giit2EaE L TR S AR LRE A BBV 6L I R T
VER A v & W, FIB ™ 8 A2 L-Asp % WL
IS B R 22— AR 5E b L-Asp 4K 4F 4 2K
S ILAE /Y A A2 2Rk 57 %0 Horp 2 il 3 FIB R =
0.5 g/L PAF (3 4%, It H B &L i il 24 Sk 96 55 0
MR, B2 T B 2 ROHRE IR IT 2 1 R E B e
B HLAE % T ARy A B G PR R R PR i AR
PEG-Asp B /DK £F 4 25 11 5 I AE /) & AR R 2
40% » HJG 3~4 FAREF 4 25 (R iE & 4 . B B F
HBE A 58 Ak )Y 7 % . PEG-Asp 4 B  ifi)x
R A RAEAR, BOA L-Asp o B0 B o
PEG-Asp Ja /T 4k 52 v F AW 55 v 3 9 BB 5 H2%2
L-Asp R B A& A= o 80 1, 8 F PEG-Asp J&
o R RN & A ] iR e R AR T &
PEG-Asp 21 B34 £ B i ) B & 8 F 1L-Asp 41,717
BT REWNAERIF S H PEG-Asp 425 Bk />,
I TR R (R T S R

AT 45 AN FE F L R g A S ER Y 2R PG /N
FEAS I R AR L A7 22 b BE AL R BF 52 5k i3 — 25
WEL LB H 77 PEG-Asp 5 L-Asp 7E 3697 A
ALL H A7 ORI B RN

R1 2BFTRRMNEEFREER %)
il 1M ) RE P AR SR TH AL IE
20 5 o i APTT PT FIB ALT TBIL DBIL BUN  Ifif¥ TP ALB AR
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A case of the t(8;21) acute myeloid leukemia like as chronic
myelomonocytic leukemia and literature review

Summary To explore clinical characteristics,diagnosis and treatment of the t(8;21) acute myeloid leukemia
(AML) like as chronic myelomonocytic leukemia (CMML). We analyzed a case of the t1(8;21) AML like as
CMML,and carried out the literature review. The peripheral blood mononuclear cells were significantly higher,
with peripheral blood smear 10% ,bone marrow primordial cell 16 % , the patient was diagnosed as CMMIL-2. Chro-
mosome result was 46, XY ,del(7) (q32),t(8;21)(q22;922)[10] and AML1/ETO positive after 3 wecks. Accord-
ing to the classification rules of WHO 2008 hematopoietic system diseases,even if the primary cells did not reach
20% ,as the detection of clonal reproducibility of cytogenetic abnormalities 1(8321)(q22;q22) AML1/ETO,it can
be diagnosed as t(8;21) AML. After received related treatment, the effect was not good.the patient died after one
month. t(8;21) AML with del (7) (q32) like CMML is clinically rare, the prognosis is not good, we should

strengthen the cognition to this kind of disease.
Key words
myeloid leukemia; AML1/ETO fusion gene
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myelodysplasia/myeloproliferative neoplasm; chronic myelomonocytic leukemia; t (8; 21) acute

O 13, 57 X 10° /L, A M0 40 i 46 X {5 5. 00 X
10° /L SR M 245 X 3. 52 X 10° /L, B A% 40 i i
A3 25.9% 4L 1 52. 0 g/L, il /MR 30 X107/
Ltk LM A B 779 U/L, o8 T 1R I & i
616 U/L; JEH B 8. R W 5% . R RS I ik
A IR 2 M 102, B4R A0 R 200, AR Al
42% M % HE [ 1421, 00 ng/ml, 4 4 & Bl2
131.00 pg/ml, - 2. 83 ng/ml, I Zfj. & i . i
bR JFEIRE AR WS % . B8R &N ILES
T I, A FR 3G AR R R, A5 B B A A A T DL D R A 4
L1650 AL A0 14 %, % & CMML-2, H #
TR BEA A M A IR R, T I = R A
T L JRy kb B AT dE Ak, /N B[R] X 22 D0 D b A0 A
AR A0, 25 TR BE B A R W 4R A IE (MDS) 41 41
18, R A J) i BPA 4 3 s 2 XHE R F 1< 107 /L
HAr 2K F 10% , 454 1 IR B LA b A 26 36 56 = &
2, KAWL W MDS/MPN-CMML-2 #1 , [7] i} 3%
K BCR-ABL filt & & A\ JAK2V617F  JAK2 4 &
+ 12 .JAK2 4 8 F 13.CALR.MPL-W515.PDG-
FRA.PDGFRB.FGFR1, &5 S ¥ M. & 86 i X .
Al L2 12, 0% WHE 2 R LR 40 R 2 27, 4 %0 1 A
;2015 4F1 H 10 H B B8 4 4k [\ 4 . 46. XY,



+ 916 - e PR 1L

LR P %29 %

del(7)(g32),1(8;21) (q22;922)>[107531 Ff [ IfL 5
FEPH R AL R AMLL/ETO R4 35 B FEPE ; 2 IR
it WHO 2008 1 Il 5 48 % 9 19 43 B0, 22 kG
v R O A M R AR E R 1 (85 21) (q22;
q22) AML1/ETO, B fff J5 i 48 fd A 35 51 20 %6, B W]
LWk t(8;21) AML, A i 8 #1815 12 Wi b
t(8;21) AML, 1 H 25 H&E & L% M. &40 1
4.91X10° /L, H PRk 40 i 4s X4 {8 0. 96 X 10° /L, B4
T8 M 26 %5 (B 1. 46 X 107 /L, BB 40 M A 43 Lk
29. 7%, M1 1 81.0 g/L, I /MR 5X10° /L, K
R IR R e Sk 28 %6, FAAZ A ML 22 %6, M i 28 % A
AL 55 AML X R Uk 200 i 1) B IS 12 WG b oE 20K,
TG4 T HA FE GG = RIEBRM 2 mg d1~7, B
BERLH 0.2 g d1~T)3RY7. 2 A 3 HILH A 2
A 20. 97 X 107 /1., H 47 41 g 46 X 5. 00 X 10°/
L, BA% 4 4 XHE 3. 82 < 107 /L, B A% 20 i 1 4% L
55. 4%, fiL£L & 11 74. 0 g/L, IfiL/#z 4 X 10° /L,
2 H6 HEAIM AR . 4 66. 65107 /L, IfiL 21 5
F161.0 g/L, /M 7X10° /L, ARSI Fr: J5 6
16 %, BAZ A0 36 %0, 4 7~ 86 T B o SZ 40, i ik
FMEA (30 mg d1~3)¥AY7. 2 1 10 Hiw & . [
Y 9. 17 X107 /L, HhMkr 40 B 4 XHE 2. 86 X 107/
L, SR 20 M e X 3. 77 < 10° /L, B A% 40 M B 43 L
41. 1%, ML &E 1 79.0 g/Lo /M 1 X107 /L, K
R A2 5Ok 1090, PAAZ 40 36 % . 2 H 13 H3E
T
2 itig

CMML J& — Ffr /b UL % 18 P 88 2 11009 > & 9
RRAER 1~2/10 J7, & —Fh LB 20 Mo 38 22 5 E
TIE B 3 oM 20 e v P e B AR R TR 2. Hils
PRI MLV 4 R S 2F R oS S B K BE R A
B B A X AL R (W) B AT R G B Y SRR AT, Ab
Jii) ISP A% A0 N RN ) B G 2 T R B 5%
BEYET S 52k MDS 5 CMML iy 5 8 AL R,
WHO 2 Wi CMML #5 i . O FF 2 a9 S5 J8 i 5 4%
G 2 >1. 0 X 10°/L MY K F 10%;
@ Ph P tafksk BCR/ABL il & 3N ; @ 6 PDG-
FRA.PDGFRB.5 FGFR1 T HE (47 W& e M hr 41
i 48 22 i HR 2 LR 0 LA HERRD s @ Ah A Il RN e
rP AR AT i B R R B A <<20 %0 @ — R £
AU KB 570 s M4 R 46 240 M 2UE 53> CMML-1
I CMML-2 B, JS48 B HiE 4T 595 19 53 28 14 @ A
R e A Wi A e B S 25, =2 A R0
RIT T . AT BE R AR AT e ok S A g
RIS 2, I 454 CMML-2 B bR o, G fa 4K 5 2
AML s (g FUE IR &R, WHO B80T i 1l & 48 9%
I ) 4 R 0], I e €5 44 A AR 43 B AR SR A ALK
R U O N 3 I T (OB (S IR A S S s
WHO 2008 H AML £ 58 88 Pk 38t 15 2% 7 8 & — 4

T BRSE BTG 7 R EA R A R AL R
PR 2 AP IR SR 9 AR I e ALY
VF 2 AR F5 8 1) T ML 22 S0 B I B T
LA R I A0 A% 2 R o) T AL R R A AR
HA R TE S 27 I R A FLUS R AE ™ . s WY
5 S 1(8521) (q22522) . t(15517) (q22;q12)
A 1(9;11) (p225923), WHO ¥ t1(15;17) (¢22;
ql1-12)PML/RARa Fl 1(8;21) (q22;q22) AML1/
ETO $48 30 0 35 900 40 i i3 £ 2% AML 5%
WAL, A RS b A R e T B A0 s AL
2SR B AN A i sk CRD B BE AR A1 i <<20 %,
BIAT 2 Wt & t (155 17) AML #l t (8; 21) AML,
Grimwade %" B IESEX 2 B 5% 2 BUS 5419
HWER., DEAELT AR 012 05 19 J57 46 40 i EE )R
& 20 %0 SRR AT 0 A 35 A5 2 R L X S B R
B2 W e A 1 B I R 4G A R S 2 a0 SR T 1S
Y HIG AT A S AML A8 L, XA TF R i, 58
SRR BOX R AR T LRI A AML, 1A
J= MDS, AHEYE B W12 I 40 38 4% 2% Y o Rk oy
BrR 46, XY, del (7) (q32), t(8;21) (q22; q22)
[10], AMLI-ETO & 3% [ BH ¥, # DL b bR o R
LR 1821 AML, 1(8;21) ¥ %8 S YL fk |-
) ETO BN 5 21 S Q@A AML] 2K H 5 i
TR AMLL/ETO filA 25 B 6 5] = i i
e AR AURR  FLA AR 5 19 G2 R T K Y A A
M\, t(8;21) WF 78.94% 1) M, . 15. 79% iy M, Al
5.26%09 My, AL t(8;21) 5 M, A H K% Ay
Kk, AR LI (852D By i E 7096 ~80%
PEA Mgtk 8 WA PR Ak & (99—,
D ULEAE +8.7q— 4, PEYE IR E K 5 IE KT
JEICH LM 9q— F+4 F W Ja A R, Bim g @ i
RERE—NFEMNARTEHRE., B, 1(8;21)
AML JFA 2 — B 88— PE ek . 4 B TG &
%, RSB EFBHIMT del(7) (q32) R . &
Wi B 45T BUBIR YT L (HR: 1 40 M 8 R 2 1
FIHNIET:, % & W] RE 5 H del(7) (32) 5 K fm
B BRWIL I del (7) (q32) B INAE 78 X T (8
2DAML WRER MM HR XEAIFEL
T FE N LGRS

CMML %5 R AK , & A 2 28 0 #2318 A1 XF
B LVHAMET REZH AML, & 4R N 20% ~
30% . 20 S8 3 WAL T HoAl & JF 4 CAn g gy, JF
HAH AL . 20% ~34% ) CMML M #
A7 T R PR A0 35 4% 27 5 e L B S i A% AR 2
+8. =7 K Tq— R Z2 A, S e Y £ (R S Ol =
fa o, AR A E e, AR kKB, +8 1
M, .M; .CMML 4805 i i & WL R +8 5
B A P ) R A AR — S A G . #E8
Jeta R b RT REAFAE 55 SR A0 I A3 A A G R SR AL Bl



%11

6 F5ME A5, LIS Mok B AR R R R B (852 2 BRI 11 0 1 9 IF Lk

+ 917 -

TR AL, T SO M A R Bk
OB MR & . A MGE +8 M (38 Wik
M; [ BRI A O ik — 20 Ui 8 5 QL Ak 7
T AE 52 MR B 20 L Y o Ak SO T RE . 7 S etk
B (—7 K 7q—) 42 MDS Fl AML %8 % UL il —F
W AR, H A Ry 4o 15 % F0 4%, i W R R
FEWARE ™ . 72 AML b, —7/7q— 1 Mo M, K&
Y O 2 AU b1 I ] e R N = 1B R (1
EREREA S, 7 5 Y iR KR B 2k T ) 7q31-
35 Shr F AT PDGER, I 5 W8 IR 1 i 40 ifg 3% &
F ORISR A BE B AE T B A 1R
KGR W2 B Y AR 58 R 46, XY, del(7)
(g32),1(8521) (q22;q22) [107], B AR AEAERE I del
(7)(q32) » I A HY BB 1 Sk % 38 A g 1 1 ok 200 i
W2, R R R 22 10 R A0 B R, B2 BRGR
PN BE TS, KB E BRI W N (85 2D)
AML ., {8 g F 11 B B e Kk S5 79—, H 3005 I
PTG MDS/MPN A B RF o, i 88 IS 2
MDS # bt CMML J5 #5765 AML, if 52 1(8;
2D AML By AR SRR B, S — AMEAR R R R,
LI CMML FERBLE 1(8521) AML I R/ Il
R 2 PR A0 B 1 22 0 FUS AS R 9 BRI 1T BE S
PGtk del(7) (q32) 4 56, (4 H AT MDS
A MPN XU R . 4R 7R I PR 8 28 i3 14 400
12 BT I 12 A 4 T I L T e B T O A0 5 A% A
FED ARG, DL iRis . X B2 BR 1 IR 9T K T
Je T I R 5 2 B I R AT 98 AR 2R
S % 3k
[1] Vardiman JW. The World Health

(WHO) classification of tumors of the hematopoietic

Organization

and lymphoid tissues: an overview with emphasis on
the myeloid neoplasms[]J]. Chem Biol Interact, 2010,
184 .16 —20.

[2] Peters JM, Ansari MQ. Multiparameter flow cytome-
try in the diagnosis and management of acute leukemia
[I]. Arch Pathol Lab Med,2011,135:44—54.

[3]

[4]

[5]

L6]

L7]

[8]

[9]

[10]

[11]

Grimwade D, Hills RK, Moorman AV, et al. Refine-
ment of cytogenetic classification in acute myeloid leu-
kemia: determination of prognostic significance of rare
recurring chromosomal abnormalities among 5 876
younger adult patients treated in the United Kingdom
Medical Research Council trials[ ] ]. Blood,2010,116:
354—365.

WOR H L BRI SR A, S 154 ] o(852D) 2 MERE R
L 352 % 2 43 A [0 0. W7V oK 2% 27 R CBE 22 D
2010,39(3) :236—240.

Germing U, Strupp C, Aivado M, et al. New prognostic
parameters for chronic myelomonocytie leukaemial J].
Blood,2011,100:731—732.

Such E, Cervera ], Costa D, et al. Cytogenetic risk
stratification in chronic myelomonocytic leukemial J].
Haematologica,2011,96:375—383.

Becker H, Maharry K, Mrozek K, et al. Prognostic
gene mutations and distinct gene-and microRNA-ex-
pression signatures in acute myeloid leukemia with a
sole trisomy 8[J]. Leukemia,2014,28:1754—1758.
Honda H,Nagamachi A,Inaba T. —7/7q— syndrome
in myeloid-lineage hematopoietic malignancies: at-
tempts to understand this complex disease entity[ J].
Oncogene,2015,34:2413—2425.

Jerez A,Sugimoto Y, Makishima H,et al. Loss of het-
erozygosity in 7q myeloid disorders: clinical associa-
tions and genomic pathogenesis[J]. Blood,2012,119:
6109—6117.

Shah S, Loghavi S, Garcia-Manero G, et al. Discovery
FIP1L1-PDGFRA mutation

during refractory acute myeloid leukemia transforma-

of imatinib-responsive

tion of chronic myelomonocytic leukemial J]. J] Hema-
tol Oncol,2014,7.26.
Cheah CY, Burbury K, Apperley JF, et al. Patients
with myeloid malignancies bearing PDGFRB fusion
genes achieve durable long-term remissions with ima-
tinib[ J]. Blood,2014,123:3574—3577.

Ok A% B #7.:2015-05-30)



I AR 1 ¥
« 918 - J Clin Hematol (China)

22
FHRE

2016 4F
29 % 11

Tl EHRXATHEARAmMIEELE 1 fIHXHKES

o' Im

CORE@AT  BIIARS UIUT 200 i 4 2 400 B 33 A 0 5 e
doi: 10. 13201/j. issn. 1004-2806. 2016. 11. 018
[hEHES] R733.7 [x@tirERm] D

Apm 8%

L ROE FFREOFEW

Mandibular langerhans cell tissue hyperplasia:a case
report and literature review

Summary Langerhans cell histiocytosis is a lot of Langerhans cell proliferation, infiltration and granuloma

formation, with varying numbers of neutrophils, eosinophils, lymphocytes, plasma cells and multinucleated giant

cells infiltration. Causing tissue damage and leading to organ dysfunction is characterized by a group of neoplastic

diseases.

Key words langerhans cell histiocytosis;tumor
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A case of the primary plasma cell leukemia with a large pleural
effusion as the first manifestation and literature review

Summary To explore clinical characteristics,diagnosis,treatment and prognosis of the atypical primary plas-

ma cell leukemia (PPCL) with a large pleural effusion as the first manifestation. We analyzed a case of PPCL with

a large pleural effusion as the first manifestation,and carried on the literature review. The patient was 73 years old,

with cough, chest tightness,large pleural effusion,the proportion of abnormal plasma cells in peripheral blood was

74. 3 percent, pleural effusion flow detected in a large number of tumor plasma cells. The M protein by IFE detec-

tion was IgG-LAM. With no previous history of multiple myeloma,so the patient was diagnosed as PPCL. Progno-

sis FISH probes and complex karyotype prompted poor prognosis. By VAD regimen combined with arsenic triox-

ide, thalidomide experimental treatment,pleural effusion completely absorbed, pain significantly relieved, abnormal

plasma cells in peripheral blood disappeared, the patient currently in stable condition. The atypical PPCL with a

large pleural effusion as the first manifestation is rare,it is easily to be misdiagnosed,and we should strengthen the

understanding of this disease.

Key words plasma cell leukemia; multiple myelomaj; pleural effusion
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The treatment interpretation of Chinese guideline for the diagnosis

and treatment of multiple myeloma (2015 edition)

Summary Multiple myeloma (MM) was a clonally plasma cells disease that could not be cured at present. It

had become a focus question about MM standard treatment in clinical work due to introduction of new anti-myelo-

ma drugs. At present, patients with smoldering myeloma should not received treatment. The auto stem cell trans-

plantation was standard frontline treatment of MM and induction regimes combined with new drugs were recom-

mended. Appropriate regimes may be selected in patients in eligible for transplantation,in order to prolong overall

survival and improve quality of life of patients. Individual evaluation should be executed for relapsed MM patients

with high heterogeneity before selecting regimes.

Key words multiple myeloma; treatment; guideline
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Progress of the impact of cytokines in bone marrow

microenvironment on multiple myeloma bone disease

Summary Multiple myeloma bone disease (MBD) is a skeletal complication of multiple myeloma which is a

hematologic malignancy of plasma cells. Multiple steps and factors contribute to the increased osteoclast activation

and decreased osteoblast differentiation that lead bone disease. These factors include myeloma cell, molecules and

cytokines produced by mesenchymal stem cell and bone marrow stromal cells. Here we review the current knowl-

edge of molecules and cytokines in the bone microenvironment which induces multiple myeloma bone disease.

Key words myeloma bone disease;microenvironment;cytokines
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A3 B BE IO 5% PR 40 P 4 43 R0 Al 40 B AL 43 A R
B 0 455 1 58 2 5 40 B (BMISCs) B FMIHH@
MSC % 5 JE 40 f 4153 i 40 B 4 3% S5t & 40 i 7 5%
EAE 1)) o S s e | D D I S B N
Y R 7 R ACERE R BT . 2 5 3] MBD 1 & A4
RIg,
1 BRI 4 A E T 3T 40 B 42 5 B B2 I
1.1 ZHHEPFXF BMSCs K5 %95 20 J 1) 5%

BMSCs 45 5 8 b 9 R 41 i L % 25 4 40 j L s
I 240 B 4 L 2 B BE RO B v SCRE MM A i AR K 3
FEITA S B OB IR ) B A0 A . BRI SR
B, BMSCs 2 % 35 CXCRA4, 38 &5 20 i 55 B 4> F
VLA-4/VCAM-1 1EH, & {7 i 15 4t i Ko H: i 4 4
M T #3519 RANK 5 BMSCs # 1 ) RANKL
AHE AR 0% NF-«B 240 15 5 38 0% A2 2 0 5 40 g
WSS L A B A S R A E A TR Y ()
7o J3 AEL 40 A3 Ak S, Wint {5 538 B 2 5 a) 78 i
A A3k T 1) S AR

- R A R T LA S S G 3 U 1) 45 R A DR T
4n 1L-6 \DKK1,SFRP 4 3 1% M B 40 M 30 &l 5 B
T AE S 5 B IR . Kristensen 48 I X B% &
40 B 98 75 N 7 (RANK, RANKL, OPG, TRAIL,
MIP1A) . Wnt i& 2 # #| % (DKKI1, SFRP2,
SFRP3,sclerostin) | i ‘B 4l i % 5% A - (RUNX2,

omerix);@tu%%t%iﬂ SFRP3.DKK1 7E 1% & 5%
A CH AR A A B s T AR C o CTX-1)

*m&%ﬁ,ﬁﬁ Wnt & 42 09 40 i = B A e,
SFRP3 ik 5 CTX-1 /K4 & CQEAH &), % B A%
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HMH S5 MBD &k,

MM 4ii g 5 BMSCs nJ 3 52 21 Jifd 26 B 43 7 (N-
cadherin) %5 # B 4E ™Y . $LIE 2 P (5 5 3 B 4k M
S CE OV B R el = I RS R i s - =
1 RANKL . IL-6 , BAFF , #{F £ A (Activin A) %
IR, Z 55 A . W Activin A GBI
W T B BHL L 988 40 B S B B A
1.2 B SRS v 40 i K X MSC Y 52 i

MSC 2 8 55 BT 1 4 M, X3 88 b A9 3 1 T
Y AU BB S e B VE T 38 T 38 3 43 il 2 Fh AR
K 116, 1L-11, M-CSF) 45 3% 12 %t 38 1 % 5
WS E . e Ah, MSC A B 38 RE 3F — 5 1
SR T Runx-2 25T 4046 0 1 40 i L 8 40
M BCE 40 i 4. Bolzoni 259 B 9T & B0 AE &5
Wnt &2, Wntba 5§ HILZ K Ror2 454 5 g
H#E MSC [ 515 20 H 434 1 MM 40 i 7] $11 i] Ror2
ARG F A M H Wntsa EL ME R, MM 4
Hi TL-7 AT LA 3 30 ) RUNX2 % 58 -, 30 3] %
B 4 L BT 1L 38 3 TNFE-o 31461 A PDZ 45 4 5,
() 5% s FL 38 R TAZ B9 2635, #8130 ) MSC 1y
BCEVER. 54, MM B3 miR-135b /Y 5 % 1
B VR R A SMADS 33k 77 4 1 B AR, 1T
MSC 73460 B 4 i i o # Az 3 F 3. B,
BB R PR 8 o 40 i R AT RLGE SR TR 7 2R
MSC [n) 5% H 40 i o1 .

KUET MSC 9H MR IE+H N RANKL &
OPG , XiJ 1 B 41 B (%) TV i B B 4 40 f &/ 356 Joit 17%) 4
HIHEAER . Noll 479 % 3 MM H # MSC # [fi
STRO-1 T+ &, 1B $8 br Chl M 5 R i) 2% 38 R 1K
W 48 FR U RANKL il 11L-6 7K F FH & , #2278 MSC
FIE A Al 25 MBD Bk 4k, He %97 BF5E &
L0 AR Z K AIR, A2AR, A2BR. A3R 1] L)
il MSC ) J8 40 i o Ak, 8] B4 i MM R 3 8
Ly R R IR
2 BEMAERHARETFS MBD
2.1 #BieHTF

b N B H A 56 Z 7k C-X-C (L CXCR4.,
CXCR7,CD44, VLA-4, Anxa2 %) % MM 4 il 5
BRI B A s A R R EM . B T
TR 2 W S T Al B A7 AR R 7 (SDF-1) \CXCL12
K Hoaz ik CXCRA Fil CXCR7, WFFE#E M CXCRA 1
B B 5 SO A0 R | R R 4 R R R A A b B R GA
AFAE HE MM 41 i R, S 80l SO = AL, CX-
CR4 38 33 52 W) 1 J7 200 i [B) A J5 728 o 53 TR 3 18 )
MM 40 R 35 S5 A RS . T3 4h . SDF-1a 2 #E
MM i ff 3 A% 5 85, I 4 3 3B 20 Ml 1) RANK &
ik I Ft. SDF-la fig 9% 5 6k B #H 240 Md 22 10 9 52 1K
CXCR4 454 . 2 575 5 0 B 240 i Bl 4 I 53 b 5

EREAM-0" . RIS UEN] SDF-1a BEE 5

15 15 40 A% 2 1k A I A3 . CXCCRA A 310 i 551)
REME I 55 L DI RE™ . Mirandola %E™" B 9% & BX , (¢
ik SDF-1,CXCR4 7KFfEM il Notch {7 5 8 % M
T BEL 1k MM 290 60 348 5 R 75 i

A 7 CCL3 SRR E W 20 it 26 M 26 1 (MIP-
Lo o 2 %2 ph AUAZ L G AT b R 200 L 4 B2 4 i
K B A BEAE 5T 2B MIP-1a 2 5 2 1Y
%1 240 MR 8 I -, A2 MM R 3 s P, CCL3 &
B H 2K CCR1 K& CCRS5 454 )5 i i 7] & 4K #i
P 34 A58 ) R B 40 T AR T G A O 0 1 400 L 43 Ak
5364k . % AE 32 2 A 3R v R i B MSC
RANKL M #iE KL, fieir Tsirakis %% i 5%
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TE B 2 A5 A AR AR G AT i — 20 g
2.2 IL-17

TR 46 M40 M R F 1IL-17 % @ Th17 408 4>
W, CD8™ T 2 . [ 4K 25 13 240 M i1 vl o 200 i A, ]
Ay, BEAEWFITUE 52 1-17 38 5o 30HG 0 B 40 i
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Y IR Pim-2 PTI98 T, ffF Pim $0 i
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The abnormalities and clinical significance of Tregs

in patients with aplastic anemia

Summary Aplastic anemia (AA) is an immune-mediated disease characterized by bone marrow failure. Regu-

latory T cells (Tregs) are believed to control development and progression of autoimmunity in AA. Furthermore,

recent studies indicate that the decrease of Tregs is closely related with disease severity and therapy effect. This re-

view summarizes the recent progress of study on abnormalities and clinical significance of Tregs.

Key words aplastic anemia; T regulatory cell;autoimmune disease;immunosuppressive therapy
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