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B, ,56 4, U E KRR VT L8 8k 2 I
Ji 1d” T 2014 4 8 JIEHE12 . I F M : WBC 6.07x10°/L .
HGB 111 g/L .PLT 108x 10°/L ; ‘B #f 4t /= AN RE 43 25 40 &5
0.080, S /3 B4R /R Oy S iy FR B R B AR, 3 XD VA T S T
ARIEE . 201449 H B ATRBE . A A« S0 0L BN i
T B T8 DX 0T ik Ko 2 AN b Rk B &G R 24 2.0 emx 1.5
em, TR, WS S AT, JC AR s MR R B s I 2T Kl
Jol RS f SRR, JCEEAER I ML B 1 399 g/, Ak
LDH 591.0 U/L, B, i Bk % 11 4.55 mg/L, £ 41 it IT [ %
(ESR)42 mm/h; C i 2 H (CRP)90.2 mg/L. MEH% M . i
K RRER 2T 10,1 em. BB CT « A= {00t fes UL, AL
JAR S Bk, 2 RSSO IR ZE A EUIE A R it R
B 5 164 B S I% IR, R0 &R o 0.430, JRU LA 41 15 0.200; POX
Yo, 2 2% 55 BH M, 98% B 1 5 W) 11 A1 & o A D L 4 A
0.170, P fTH K - 38 2 #5095 BR (50%~60% ) , ] UL 41 40 it ik
PRGN TR IR ET AR AL S8 A R EF S et (4 ~+4) .
BEL LU B B BE I I 1 A 30%~409% , #1543 DX I A LA
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IR HHi

YT I CL 40 B/ AR 531 5 S 2H AL - MPO(+) \CD15(+) |
CD3(/%+) .CD20 (&4t +) .Ki67 (60%) .CD5 (-~ 3+) .
CD79a(JR%t+) .CD138(A~jill+) . CyclinD1 (-l +) .CD23
(4~51+) \Bel-2(+) \Bcl-6(-) \MUML(+) ,PAX-5(+) .CD10
(Rkt+) , 25 18R B bk U0 200 it S5 5 484 B kb (O 96 98 L2 98 ]
RE) o BBy Y S ih (AHE ) 40 Y 0.011, Ik L 4t g
0.435, 23k CD19.CD5.CD20. cyCD79, H: ' CD5°CD19* 4
Jitg 5 19% ; 3443 ik CD7.CD2.CD25 . FMC7.cyZAP70; A~
# ik CD117. CD10, CD23, IgM, CD103, CD1ic. CD38,
kappa. lambda, cyMPO , cyCD3; 4 7% iy B ik 4 411 Jifg 2% 704 45
R WRELEETEAS (B I S ik : CD3 (il #E+) .CD20 (¥R
8+) .CD21(%% ¥ FDC+) .CD5(+) .Ki67(80%) .CD10(-) .
CD138(H{FESE 4Hfitd+) .CD79a (ki +) .CD23(Jykl+) \Bcl-2
(+) .Bcl-6(-) .MUM1(+) ,CyclinD1 (4~ 51+) \PAX-5(#k
T+) o B A M UL o R T 50 BT - 49, Y, add (X) (p22), +3,
del (6) (g21), del (7) (g31), der(8;11) (q10;q10), +11, +16,
+18, add (19) (p13)[16]/46, XY [4], F[A & HE M - IgDH
FEATELTEHE: DH-6-JH(+) .DH7-JH (=), Ig L K T HE
Vi-Kde+INTR-Kde(+) \Vk-Jk (=), IgVH, lgh(-) ; BCL1/JH
JERIEHE(-) . 2 W7 . CD5 TR IE I B 20 i ik B985 (1 Il o
W) EAEE . T R-VCTP (FI| 2 F B+ 35 b= + A ik
e+ LE B HR e ) 4 5 S5 A7 LAY R i ik o8
Y (CR).
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