ARSEHES 202547 H #3745 571

* 753 -

* iR i -

UBEERE A RIMAVIERESREHME

WA EMIEEM 1 FliRE
BT, AT, K, HRIF, 78

doi:10.3969/j.issn.1671-0800.2025.07.026
[FESZES] R559 [EfREE] B [XEHS]

HEICEEKE A MLE  (waldenstrom macroglobu-
linemia, WM) Fll42 4% (amyloid light chain, AL) i
K FEAR VS5 5 L B A M, P RIS R AR R
NEW. ARICARIE 1 LU B IVE NE RREIR, LA
RGiME AL BIGERFEAR M 9 MR I WM Fi a1,
B 7EARE m I R R AR X — 2 AR, iz AR 12,
R SR/ IR

1

B, 5,74 5, NS 3 95, NEOKM 1 ANH,
SAEZ7720 d7 T 2024 4 6 H 18 HAFETPHTER
TERE. B 3 ERIRENETE, SN B IR R A%,
H Rk 2 T9097, SR RAE. ABERT 1A H BB
K R IR, 20 d T H BV, BEIEIK = 0,
YHEE B 24 h JREEE 1524 mg, AR E 16.5 g/L,
BREEE 75.5 g/L, G0 CT 7= MEAR AR A, 1 1 78
Jes ARV, NG I o7 TR BRABE AR , R0 JIE B 7 e, i
ik AL XU R B 2 DU b B 5
SR TC S, KA B0, B8 N AR o AR A 2
135 36.7°C, IfiL/k 72/55 mmHg (1 mmHg~~0.133 kPa),
k48 104 YK /min, FEIL 18 Y/min, HAAE K (B 1),
R ELEE RN TSR, a2 ek, X i A2
[L o Pk 7K oo I A 02 P (Hb) 107g/L, A4
(WBC) 4.5x10"/L, Ifil/Mi (PLT) 58x10°/L. #Eifi2)
A8 « VP 23 ML VG B S 18] CAPTT) 43.2 s, B AL g Jirt
IFTE] (PT) 19.2s, A 4EER H R (FIB) 1.12 g/L. A2 k:
BREER 742 ¢g/L, HEEH 125 g/L, RA AR
91 U/L, Bt B BETE 605 U/L, 112 i & 280 U/L,

fEZBAL: 315010 FU, TS —BER
WBEEE: 74, Email: fangzhi0574@163.com

1671-0800(2025)07-0753-03

SABZTE 64.0 pmol/L, L 150.6 pmol/L, £ 3.19 mmol/L,
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