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Disease Flare Patterns and Predictors of Lupus Nephritis Recurrence by Chinese and Western
Medicine YAN Xiao-gian, HAN Mei, LIU Qin, and LU Ying Department of Rheumatology, Tongde
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ABSTRACT Objective To analyze the scores of Chinese medicine (CM) symptoms, laboratory
indices, the level of urinary vascular cellular adhesion molecule-1(VCAM-1) and Periostin in patients with
lupus nephritis (LN), and to investigate their potential feasibility to be the predictor for LN. Methods Pa-
tients with LN were recruited from the outpatient and inpatient services of Tongde hospital of Zhejiang
Province, including 30 active patients (active group), 30 inactive patients (inactive group) and 20 nor-
mal controls (control group) at study entry. Thirty patients in the inactive group were followed up for a pe-
riod of 2 years, once every 8 weeks. The scores of Chinese Medicine(CM) symptoms, The British Isles
Lups Assessment Group (BLIAG), System Lups Erythematosus Disease Activity Index (SLEDAI) were
recorded. Urinary VCAM-1 and Periostin levels were assessed cross-sectionally by ELISA. Correlation an-
alyses were performed using the Spearman method. An ROC curve was constructed using the VCAM-1
and Periostin levels for each follow-up visit’s outcome of either the presence or absence of renal flare and
find out their Cutoff value. Results (1) Compared with the inactive group, the levels of VCAM-1 and
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Periostin were higher in active group(P <0.01), and they were also higher in inactive group compared to
the control group(P <0.01). (2) The level of VCAM-1 was positively correlated with the levels of hematu-
ria, 24 hours urinary protein, ANA and the scores of CM symptoms ,BLIAG, and SLEDAI (P <0.05), and
it was also negatively correlated with blood albumin (P <0.01). The levels of Periostin was positively cor-
related with the levels of 24 hours urinary protein, serum creatinine and the scores of CM symptoms, Bl-
LAG and SLEDAI(P <0.05), and it was also negatively correlated with blood albumin (P <0.01). (3)Ac-
cording to the ROC curve, specificity of VCAM-1 was 66. 7% , and the sensibility was 96. 7% , the specificity
of Periostin was 36.7% , and the sensibility was 96.7%. (4 ) In the longitudinal analysis, 13 patients (43.3%)
had renal flare in the inactive group in 2 years. The positive rates of VCAM-1 and Periostin were both higher
in patients with renal flare compared to the patients without renal flare, at 8 and 16 weeks before flare (P <
0.05, P <0.01). The patients with inner disturbance of wind and damp syndrome had higher risk to have re-
nal flare(P <0.01). The Hydroxychloroquine and treatment of CM and Western medicine played important
role in keeping LN silent (P <0.05). Conclusions Urinary VCAM-1 and Periostin are potential biomarkers
of LN activity , and may be useful to predict LN flare. The inner disturbance of wind and damp syndrome has
significantly association with renal flare. The HCQ and treatment of CM and Western medicine played impor-

tant role in keeping LN silent.
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