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Analysis on effect of low-dose rituximab sequential maintenance for treating thrombocytopenia secondary to connective tissue disease
Wang Jigang . Zhou Fan,Liu Yanqgin ,Liu Jinghua ,Bai Ying . Xu Xianping s Dong Yuanli ,Meng Guanghan , Tong Danjiang
(Department o f Hematology ,General Hospital of Shenyang Military Region ,Shenyang ,Liaoning 110016 ,China)

[Abstract] Objective To investigate the efficacy and safety of low-dose rituximab therapy and sequential maintenance for
treating thrombocytopenia( TP) secondary to connective tissue disease(CTD). Methods 16 patients with severe TP secondary to
CTD were selected and given the intravenous drip of rituximab 100mg,once weekly for 4 consecutive weeks. The changes of blood
routine were dynamically observed. The serum concentrations of immunoglobulin(IgG,IgM and IgA) were quantitatively detected
by using the immunoturbidimetric method. The counts of CD3™ and CD19" CD20" lymphocyte cells were assayed by the flow cy-
tometry before and after therapy. The patients acquiring effect were sequentially given the 6-month intravenous drip of rituximab
100 mg for conducting the sequential maintenance therapy. The effectiveness of maintenance therapy was evaluated through long-
term follow-up. Results After treatment,7 cases(43.75%) reached the complete remission(CR) ,4 cases(25.00%) reached the re-
sponse(R) , the total effective rate was 68. 75% , but 5 cases(31. 25%) were non-response(NR). The serum immunoglobulin and
CD3" lymphocyte counts had no significant changes between before and after treatment(P>0. 05). However, the CD19" CD20"
cells counts were decreased compared with before treatment(P<C0. 01) , moreover which reached the clearing level. 11 cases acqui-
ring effect received the maintenance therapy,7 cases of CR had no recurrence. Among 4 cases acquiring R,2 cases achieved CR dur-
ing the maintenance therapeutic period.1 case maintained R and 1 case relapsed. 4 cases developed the mild infusion reaction,1 case
happened pneumonia and cured after anti-infection therapy. Conclusion The low dose rituximab is effective and safe in treating TP
secondary to CTD, the sequential maintenance therapy in the patients acquiring effect could effectively reduce recurrence.
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RGP B AR ¥ (systemic lupus erythematous, SLE) 45 4k 4% 4
21955 (connective tissue disease, CTD) )% UL I & 4E , FLFF 2%
[ & ITP I3 A4k % 7 ITP(secondary ITP,sITP) flyiimk™’ . A
XTI A Ak TP, sTTP o L 58y 52 2% » A5 = 3% 189 25 03 L
B A7 2 — Se 3Pk, W0 B4l i FE 3 1 R PL B AR
FH B B A7 A /I AROBE 2 BRI B A I R 3R T (B
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MR =0 WA YT & 1 R 100 mg F KGR T, & 11K, 3%
F 4 J8 . (AT 30 min 45 T b ZE K WA VE 4T K 5 mg T By 23 £
JZ R . RTX 100 mg il A 250 ml 0. 9% (24 B ER 7K , Vi 13 3 J
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Z 5 sITP kA . BT RTX FFEATERIFE A, BT L AOF5
RMEEH] RTXVRYTFATE ML 1eG. 1gM K IgA K24k .
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