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BT, 758 0 B 201445 4 J LIS B4 L 7E
HMBEAT o A MRT G 2 718 A B IR, 26 X RE TR Y7 RICR
A, 2014485 7 3 HEREGIR  JEA0H 17 0.38, Horh 5 hR S
2 6L R0 0 HE S A L o 0.20, LA 200 A o 0.18 5 1 A S A=
1k : HGB 68 g/L . Ifil 7445 2.87 mmol/L . Il % 1% 1 (ALB)29
g/L BREE F (GLB)54.5 g/L ML LT 163 wmol/L . B, fik B A
7 450 pg/L; T x40 AR g 4y 1 F R K AR 16.64%
CD38 100% .CD56 96% .CD138 49% . ck 88% ; YL {1 i k% T ok
ULSEH ; FISH: RB1,D13S319 Hl P53 i/ 545 5 B2k, BH P&
539K 10%  10% 1 12% (FHME 2R <5% R 1EH ) 5 M35 ey Bk
EAIAE :TgA 11.50 g/L (Fefif 61.70 g/L, /A HUAE 55.65 IRA
JEVEE 1 BEPE s PR 85 61.8 mg/L, JRAMEREE 2.8 mg/L, 2. £
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kfﬁﬁ“‘miﬁﬁ(MM) IgA-k R [FE BRI 2 (1SS 43030 T .
17 VTD (Wl 4/ 2K 2.5 mg/d, 55 1.4.8., 11 K 5 #L ZE K4 20
mg/d 55 1~2.4~5 .8~9  11~12 K ; VO H B i 50 mg/d, i #ifin
) AT, 2014476 H 20 H B & g LIk : 1gA 0.75 g/L,
MM 24 0.87 /L, FRAS J& 2 11 BT 5 4328 1 2 FEL UK : [gA-xc 2l
M ZE B, R MR B 5 007 3 B ke B 21.5 mg/L, B

SR AL 5 0.010. B 35 B AR H 4F 0 4 22
(VGPR). 201546 F 30 HH ‘Bz 2 k EBHEH 1 4, &
PR AR BE . L% L HGB 67.8 g/L, PLT 27x10°/L;
AT B ThfiE: ALB 38.4 ¢/L,GLB 12.5 g/L, IfiLULET 78.3 umol/L;
B L TK : TgA 0.32 g/L, Il k24 17.7 g/L, Il w/A U AE 35.1;
1000 35 7 B < 42 BE 66 mg/L; JR <5k 28.1 mg/L, JRAAEHE<3.8
mg/L; B SR AL 113 353 pg/Ls BB - SR AN 5 0.40; g
[#] 52 FL VK : T80 M A A BHEE  IgA T M LI . 2 TEMM B
KRR . T MP(FIHR GRJEAS) T 840y, 201549
A 2 H IfiL % # 7 : HGB 62.8 g/L, PLT 5x10°L, WBC 6.0 x

10%/L; JFF 68 : GLB 18.9 g/L, L LEF 191. 8 umol/L ; B s
LUK « I U B B2 B 90 mg/L s IR 25 60.0 mg/L, B ik i
F 22 305.1 pg/L; Yt A LA G yie 3 B < A1 Jo] i 5 4 2 4 e
07 45% , ANE IR e DT 25 B S 55, 2 SR Ak Sl 3 A i
M. 2015 4F 11 7 B H I & B DRe s,
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