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[ Abstract] Objective To investigate the correlation between the proportion of peripheral plasma
cells( PB% B) and the clinical manifestations and disease activity of patients with systemic lupus
erythematosus (SLE) . Methods A total of 68 SLE patients were enrolled. According to whether they were
treated with rituximab (RTX) or not,they were divided into SLE group(54 cases) and RTX group(14 cases).
At the same time,20 patients with other connective tissue diseases were enrolled as disease control group,
and 30 patients with age and gender matched healthy subjects were enrolled as healthy control group.
General information for all subjects, systemic lupus erythematosus disease activity index 2000 ( SLEDAI-
2K) score,connective tissue disease category, laboratory test indicators , clinical manifestations , therapeutic
use and peripheral blood PB% B in SLE patients were collected. According to SLEDAI-2K score, SLE
group was further divided into low disease activity group (12 cases) and medium-high disease activity
group (42 cases). According to the presence or absence of hematological involvement, SLE group was
further divided into hematological involvement group( 16 cases) and non-hematological involvement group
(38 cases). According to the presence or absence of renal involvement, SLE group was further divided into
renal involvement group (40 cases) and non-renal involvement group (14 cases). General data and

FETH : H K A AR AT AEIUH (82001708 ) 5 1l B OARF 2 3L 4 e BT H (21ZR1438800) 5 | i1l
“RHE BRI TSR IR (20YF1425800) 5 [T A & RSk 4 55 BT H (2019092)

YRS HAAL:200001 |-, b SCm R 27 B2 Be R 3R BE B KGR A ( E R B ARBE ARME) 5 LR A I U i
B B R B

HIEE . RBEMH, E-mail ; wuchunmei_1988@ 163. com; #: ¥, E-mail ; fuqiong5@ 163. com



- 536 - RN ER AR 2023 4E 8 A5 40 %55 8 #]  J Clin Intern Med, August 2023, Vol. 40, No. 8

peripheral blood PB% B of each group were compared. Pearson or Spearman correlation analysis was used
Results
The subjects in the disease control group were older than those in SLE group, RTX group and healthy

to evaluate the correlation between clinical , laboratory parameters and PB % B in SLE patients .

control group; PB% B of peripheral blood in SLE group was higher than those in disease control group and
healthy control group ( P < 0. 05). Pearson or Spearman correlation analysis showed that PB% B in
peripheral blood of SLE patients was positively correlated with SLEDAI-2K score , anti-DS-DNA antibody,
anti-nucleosome antibody titer and IgG level ,but negatively correlated with complement C3 and C4 levels
and peripheral blood WBC count( P <0.05). PB% B in moderate-high disease activity group was higher
than that in low-disease activity group. PB% B in peripheral blood of blood system involvement group was
higher than that in non-blood system involvement group (P < 0.05). After treatment, PB% B in RTX
group was significantly higher than those in the same group before treatment, and the ratio of peripheral
blood B cells to PBMC was significantly lower than that in the same group before treatment (P <0.05).
Conclusion PB% B in peripheral blood of SLE patients is closely correlated with disease activity and
blood system involvement, which may have a certain clinical application value in monitoring the condition

of SLE.
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