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AR R 24. 5% 412 57% , RELAIA A% A R it )
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PRIBETZE B el K b B A A e JE B W S5, FR1 2t i
FHSWIAR B, X THREIRYT . 6 ERTH Z JmE g2 T, B, 1
HWHR WBC 1.89 x 10°/L, Hb 42 o/L( K40 AL 8 2 P35 1) |
PLT 81 x 10° /L, ZZT 41l H. 1] 3. 43% ; Coombs X B& BATE ; IR
LLFEARE, M45 2. 19 mmol/L, FAERFLIE R ; AN E ML CDS9 2141 i
12.85% ,CD59 K4l 30. 15% . LW hy 1% A e BR A 1 20 36 1
PR, ARG PR IR LT AN 400 ml Y897 , = S50k, IS K LA
e 20 mg qd D HR S HR 203697 5 48, EANIE, Hb i il ik 24
100 ¢/ L, A HHAGAS 1M 5 B0 , oA 12 $8 W I 4 I CD55/CDS9 ik
S, 3 AERTICI AN = S in s sk & KA R Hb i
(HMAORTE) |, TAR IR UL Mg 1 S EAR 27,2 AR AR
RUFSLH B — K, 297 Zeat R FT, RAEREA Hb 335 T 70 ~
100 ¢/L, 1 ARG EETCH BE R HBLZ JomE 3k 2, 15
7% WBC 1.97 x10°/L, Hb 55 /L, PLT 104 x 10° /L, %13 200 ml
IRIRPRS A AR YT, B B A YR 2 R e e TR R
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3.74 x10°/L,Hb 61 ¢/L,PLT 86 x 10°/L, 4 f1CD55 * ,CD59 *
AR LB, e T, E & 3 I(fUFE 1 Ik FLARE, &
1) 1AL CDS5 ™ .CDS9 * AL b B35 1E 4 5 ML 2 B2 il
BRAE M 4. 61 mg/L,IeG 53.8 /L, Lambda 444080 mg/dl; Il M
7R IgG Lambda B85 FHPE; R M B A BAPE BB IKR M &
H LG5 34. 1% 5 5 1E % 5 BB RF/REIHK 23% , AT LA =
WM, BEEALT AN MR 43 R A5 R RS s B s s R B s B /N
(1) DX A 28 55 4 L Fli M AT ( RLAAR D A, A/ NS OB, T L BLA )
LI RN A R B BN AT UL, H B DL 45 I B A AT
T EAZANNE, WA AT UL, FERIS T BRI AN ; B
BESRRE P BIOR CD38 Y A 5 2. 2% , ik CD45, CD38, CD117,
cLambda, CD138, CXCR4, CD200dim, CD56, CD9, CD22dim,
CD123dim, B 43 40 it % 35 CD33, {H CD7, CD10, CD19, CD34,
CD28 , cKappa ,CD13,CD20 YRR, b T W et 4niE, Jeta
(G AT 43 HTR 46XX [20] . [A135] FISH #0050 121 ¥~
M RBI (13q14) B2 \D13S319 (13q14.3) Btk TgH (14q32) &
4 PS3(17pI3) BRI R HAG S, BFIE 1 TR BRI
R A2, 70 H & i JEFREINER , KA IR AR R R R
25 kg, PRME KA R B A AT IR RR 18 PR AT, SN, A
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WA M4, %38 15 16% 7, T TAD J7 ZALyT, BAK Jy . v0 ) BE e
(100 mg Qn) , ¥EHEHT (20 mg Qd Hik dl ~4) , HIZEAKHA (20 mg
Qd/NaE d 1 ~4)  HHDAMRAT ik KA SERYY . AT R 1
I L TR 2 DR TR A R R R MR AR T, T B R BT IR AL
Tl BB RTINS 2 (PR) L 2L TD Jr SRR
JT ., 2013 4F 1 A& R, 0b J3hT 30 ~50 o/L, B MPT J5
F(E2E + SRR + VDRIBERE ) 1L)T .
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