B 4R35 2017429 55384845 91]  Chin J Hematol, September 2017, Vol. 38, No. 9

17 i A M ve Bl A 2 A 1Y
I AR IE 555

XA Bk K2 KX FiER F4)

[fEE] B BT 17 FR AR EEE 06 (CAD) B IR IREFE Ay B 5% [
PESMAT 2007 4F- 4 J1 2 2016 4F 10 A AU ST EMRTEE BEAfii2 19 17 417 & 14 CAD S35 B IG RGERL R T7 Rl
VA, A T v 4 4 5B MYDSSP T S AR L, R 17 HI R E T, At 11 1, AR 67
(51~86)% ., 7HIREAT HEPEM TV , A03E 3 46 IG L BREE 11 ILAE /b 8 3% 200 M 7K E2 9% (WMY/LPL) , 2 /)
TP EEL 200 AR EEL 98 /0 ek Ak XL 4 M ¥ a5 (SLL/CLL ) 1 2 9 Bl £ DXk B 988 (SMZL) o S & P 5 HGB
67(35~127)g/L, IS BIFFAESE M . 11 R IR BELE 2 (CA) T EE =164, L CATHIEE N 111 024,
AFF MY D88 S A K I 4y F 2 v 1 (9 MY D88 B, 12 Bl R B 3232 1T 2567 - 7 ek FEVB 1 o
PR RFERE ALY, VB 85 5 B TR 2 1 50 36 mh 0) Sa e ALIT 893697 3 BIA 3. 1 Bl 1,
HA 16 BB E AL REDT 14(0.5 ~96) M H |, L SR A A7 E] g KA 5], 4518 CAD IR R L
B, CA RN ZI2 W7 CAD 1) G5 . CAD MR B R IR TR AR e R 2 H BB T o

[SEiR]  Foi i ime:, A S erett; WBRHER; M S

Clinical features and prognosis of 17 patients with primary cold agglutinin disease Wu Yanyan, Cao
Xinxin, Cai Hao, Zhang Lu, Zhou Daobin, Li Jian. Department of Hematology, Peking Union Medical
College Hospital, CAMS & PUMC, Beijing 100730, China
Corresponding author: Li Jian, Email:lijian@pumch.cn

[Abstract] Objective To explore the clinical characteristics, treatment and prognosis in 17
patients with primary cold agglutinin disease (CAD). Methods
status of 17 patients diagnosed with primary cold agglutinin disease in Peking Union Medical College
Hospital during April 2007 to October 2016 were retrospectively analyzed. The MYD88"*" mutation was
tested in 4 patients. Results The median age of 17 patients was 67 years (range, 51-86 years ), and male-
to female ratio was 1.1: 1. Seven patients were diagnosed with indolent lymphoma, including 3
Waldenstrom macroglobulinemia/lymphoplasmacytic lymphoma (WM/LPL), 2 small lymphocytic
lymphoma/chronic lymphocytic leukemia (SLL/CLL), and 2 splenic marginal zone lymphoma (SMZL).
15 patients experienced anemia. The median HGB level was 67 (35— 127) g/L. 11 patients had cold
agglutinin (CA) titers =1: 64, with median CA of 1:1 024. MYD88"*" mutation was detected in 1 patient.
12 patients received drug therapy: 7 were treated with glucocorticoid-based therapy and 1 patient responded
to treatment; 5 received rituximab-based therapy and 3 patients responded to treatment. With a median
follow-up of 14 (0.5-96) months, the median overall survival was not reached. Conclusion Clinical
manifestations of CAD are various, and diagnosis is dependent on CA testing. The efficacy of
glucocorticoid-based therapy is limited, and rituximab is recommended for CAD treatment.
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