— 16 — BERERKZEZR 2022 F£5 47 H5 1 H8 ( Journal of Chongging Medical University 2022.Vol.47 No.1 )

MZEWEE DOIL:10.13406/.cnki.cyxb.002961

205 225 PR AROAE S B 1 1A 53 A

MR, 8 2R, 8 F a8 S, B Kk
(BEREERIRAZR 8 25 — R Be IR SR , FIK - 400010)

[ ZE)EH. g ﬁ?ﬂ%(neuropsychmtnc systemic lupus erythematosus, NPSLE) A9l R4 55 B2 A& A= 1 fG 16 X
£, ik R RER B S T EERBE 2016 4F 1 H & 2020 4F 12 HAERERY 20 7 NPSLE B RAFSE4 . SEiH4347 20 )
NPSLE 8 # 19 ZAE AR BV i g 2R JR9T 7 R K TG, BEIUEY 20 4] R G4 BEARIE (systemic lupus erythe—
matosus, SLE ) B XS IRZH  [0HR 2 4 SC 80 2 H5hm M A S IR T IS SE 40645 o X NPSLE (1A SCRUSS: PRI R AT logistic MIIH4y
Bro S5R WICH SXHAAR L, $T Clq FUIAR HT ds—DNA FUE T (P=0.001,0.005) ;C3 [ C4 | IfiL ¥ 2 5 1L7% AR F HE
(albumin/globumin, A/G ) F#{1% (P=0.000,0.016 ,0.001 ) ; FF 541G G SIRTFAIAH LG . BT Clq Hidk B ds—DNA Pifk sk f
IgA AEEREE 1 1gG FR1E (P=0.000.0.001 .0.006 .0.000) ; C3 .C4  A/G FI& (P=0.000.0.000.0.000) . 22 logistic [M1IH/0 727
A/G HT ds-DNA Hiff .C3,C4 5NPSLE AH5¢, ZHZE logistic MIA5H#7~ €3 5 NPSLE A& (0R=0.000,95%C1=0.000~0.417
P=0.034) . £5i8 . % SLE #HEL ,NPSLE fBE 1 Clq $UIR PU ds-DNA PUARTF i, L6740 Ja Fok 4 TR €3 .C4  A/G FRAIL, &34
SR ETh, NPSLE H B RE BRI 11 TgA SRBEEREE 1 TG LA I FIRE, 3L Clq Pk Fi ds—DNA Hitfk .C3.C4 A/G,
GAREERIE [ TgA SPEBREE [ 1gG 5 NPSLE S JIAHSG , & S W NPSLE JmiiG o0 B U B4R bR, C3 FREE NPSLE & /LRI ST G
[SAPS

[ CIR) | P 2RI AP s BT Clq DU BT ds—DNA HUid; #MA ; S ek A

[FESES]593.24 [ TR A [ WeFs B #A 12021-02-28

Clinical study of 20 patients with neuropsychiatric systemic lupus erythematosus

Chen Dandan ,Huang Wenhan,Ren Feifeng,Luo Lei,Tian Mengxue ,Tang Lin
(Department of Rheumatology and Immunology ,The Second Affiliated Hospital of Chongging Medical University)

[ Abstract]Objective : To analyze the clinical characteristics of neuropsychiatric systemic lupus erythematosus (NPSLE) and explore
the hazardous factor of this disease. Methods : A total of 20 NPSLE patients hospitalized in The Second Affiliated Hospital of Chongging
Medical University from January 2016 to December 2020 were taken as the research group. The neuropsychiatric symptoms,
cerebrospinal fluid,brain MRI, treatment protocols and prognosis of 20 NPSLE patients were statistically analyzed. A total of 20 patients
with systemic lupus erythematosus(SLE) during the same period were taken as the control group. Two sets of laboratory indicators as
well as laboratory indicators before and after treatment of the research group were compared. Logistic regression analysis was performed
on the related risk factors of NPSLE. Results; Compared with the control group,the anti—-C1lq antibody and the anti—-ds—DNA antibody
of the research group increased (P=0.001,0.005);C3,C4 and serum albumin/globumin (A/G) reduced (P=0.000,0.016,0.001).
Compared with anti—-C1q antibody, anti—-ds—DNA antibody,immune globulin IgA and immune globulin IgG of the research group before
treatment and these laboratory indicators after treatment reduced (P=0.000,0.001,0.006,0.000) ;C3,C4 and A/G increased (P=0.000,
0.000,0.000). The univariate logistics regression analysis indicated that A/G,anti—-ds—=DNA antibody,C3 and C4 were related to NPSLE.
The multivariate logistics regression analysis indicated that C3 was related to NPSLE(OR=0.000,95%CI1=0.000-0.417,P=0.034).

Conclusion ;. Compared with SLE, Clq antibody and anti-ds—DNA antibody of NPSLE patients are increased,and their titer decreases
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correlated with NPSLE, and they are key indicators reflecting the activity of NPSLE. Decline in C3 is an independent risk factor for

NPSLE.
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