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Clinical significance of complement C3 and C4 and C-reactive protein in the flare and infection of systemic

lupus erythematosus

TANG Shi-chao”™ , WANG Geng” , ZHANG Zhi-guo, LIU Yao-yang, XU Hu-ji*
Department of Rheumatology, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract] Objective To evaluate the clinical values of complement C3 and C4 and C-reactive protein (CRP) in the
differential diagnosis of disease relapse and infection in systemic lupus erythematosus (SLE). Methods Sixty-three hospitalized
SLE patients during 2011-2014 were retrospectively analyzed in this study. Patients were grouped according to the presence of
infection and SLE disease activity index (SLEDAI). The laboratory findings, including CRP, erythrocyte sedimentation rate
(ESR), complement and immunoglobulin were compared between the infected group (#=20) and non-infected group (n=143)
and the flare group (n=44) and inactive group (n=19). Correlation analysis was also made between SLEDAI and serum
markers. Results The levels of CRP, ESR, IgA, and SLEDALI in the infection group were significantly higher than those of the
non-infection group (P<<0. 05). The levels of ESR and IgG in the flare group were significantly higher and C3 was significantly
lower than those in the inactive group (P<Z0. 05). Correlation analysis found that C3 was negatively correlated with SLEDAI
(r=—0.666, P<<0.01), but CRP was not correlated with C4 (+=0. 073, »=0. 143; P>>0.05). Conclusion CRP is elevated
when SLE patients have infection, but C3 and C4 have no decrease or only with slight decrease. During flare of SLE patients,
C3 is decreased and C4 has no obvious decrease, with CRP not elevated or slightly elevated. It is indicated that C3 and CRP are
valuable in the differential diagnosis of disease relapse and infection in SLE.
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Tab 1 Comparison of clinical indicators between infection group and non-infection

group and active group and inactive group in SLE patients

Infection

Activity

Indicator
Infection group N=20

Non-infection group N=43

Active group N=44 Inactive group N=19

Gender (male * female) 7 * n 1:19 1:42 242 0:19
Age (year), x=%s 42413 39£13 38+12 45+14
Onset age (year), x=£s 35%14 32+11 3112 374134
Course (year), x£s 7+7 748 748 848

C3 /(g -+ LD, 7%s 0.5914£0. 362 0. 605+0. 221 0. 530+0. 277 0. 7650, 16744
C4 pop/(g -+ LD, z+s 0.21340. 406 0.1154+0. 055 0.148+0. 279 0.14240. 055
CRP p]»,,/(mg c L7, 75 25.00436. 03 9.02421.08* 17.22431. 15 6.83+14. 26
ESR v/(mm « h™1), =+ 64444 36428 * 52436 304324
IgA pp/(g« L7, xEs 3.21%+1.75 2.33%1.06* 2.76+1.47 2.26%1.05
IgM pp/(g+ L ), xhs 1.314£0. 95 1. 24+0. 69 1. 30%0. 80 1.1940. 74
IgG /(g + L b, xhs 17.2+8.8 14. 43+6. 04 16. 667 32 12. 1845, 484
SLEDALI score =+ 12+£7 8+6* -

SLE: Systemic lupus erythematosus; CRP:

C-reactive protein; ESR.

Erythrocyte sedimentation rate; SLEDAI: Systemic lupus

erythematosus disease activity index. * P<C0. 05, ** P<C0. 01 vs infection group; & P<C0. 05, &4 P<C0. 01 vs active group
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