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Relationship between Serum D - dimer Level and Disease Activity and Renal Damage in Patients with Lupus Nephritis. Ke Xinyu, Yang
Dingping. Department of Nephrology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To study the relationship between the level of serum D — dimer and disease activity and renal damage in pa-
tients with lupus nephritis (LN). Methods A total of 103 patients with LN diagnosed by renal biopsy in the Department of Nephrology of
Renmin Hospital of Wuhan University from January 2017 to December 2019 were divided into groups according to disease activity, patho-
logical type, renal function status and proteinuria level, and the differences of serum D - dimer levels in each group were compared. Ac-
cording to the level of serum D — dimer, the patients were divided into two groups: normal D — dimer group (n =25) and elevated D — di-
mer group (n =78). The differences of general data and clinical indexes between the two groups were compared. Results The level of
serum D — dimer in LN active group was higher than that in LN stable group (P <0.01). The level of serum D — dimer in patients with
type IV LN was higher than that in patients with type V. LN (P <0.05). The level of D — dimer in severe renal function damage group
was higher than that in normal and mild renal function damage group (P <0.05). There was no significant difference in the level of D —
dimer among different degrees of albuminuria (P >0.05). Compared with the normal D — dimer group, the serum creatinine and SLEDAT
scores were higher (all P <0.05), while the course of disease, plasma albumin, estimated glomerular filtration rate (eGFR) , hemoglo-
bin, platelet, complement C3 and C4 were lower in the D — dimer elevated group (all P <0.05). Spearman correlation analysis showed
that serum D — dimer was positively correlated with serum creatinine and SLEDAI scores (all P <0.05) , and negatively correlated with al-
bumin, eGFR, hemoglobin, platelets, complement C3, C4 and Clq in patients with LN (all P <0.05). The results of multiple linear re-
gression showed that complement C3 and hemoglobin were independent factors affecting the level of serum D — dimer (all P <0.05).
Conclusion The increase of serum D — dimer can reflects the increase of the disease activity of LN and the aggravation of renal damage.
Attention should be paid to monitoring the level of serum D - dimer.

Key words D — dimer; Systemic lupus erythematosus; Lupus nephritis; Disease activity; Renal damage
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B 2 N REE B B BB 12 01 28 B 20 00 K i 12
i LN [R5 103 6], AEBH T A 1997 4F 35 [ K
MBI 2% 25 (ACR) BT HY SLE 2 Wik, i2 W1 LN 75 i
AEFED 1 I, D240 JRE FE & =0. 5g, 51 Bl LR K
IR +++ ; QLU0 | 1l 20 8 0K R Bl R
HER ;O SR DU (R 40 M > 5 A~/HPF, JR
ZL40H > 5 A~/HPE, 7 B Ah DR 8% % Yy ) 55 40 ffg A5 7
(AUPBR FLram s (g ig #6420k 25 vl
HE— WIS W, ARBERN AR LN B & %28
PGS G BRI R AR BN R AR AR Rl PR
BE Ui ), 996 B 20 AR 3 2003 4F [ B B G = 2/ 1
JIEJE 2% 25 (ISN/RPS) LN 43 B bR e, HEBR o5 1 .
OREFE A M IR | e I 18 P B s ok sl 5 01
b B B SR PRSI 5 @A IF IR PR | I R Gt
I TR T A R S R BT 19 R 52 i)
5 1M ) BE 1Y) 25 ) S Ak - 6F 85 1L A AR A BH 5 RS
W IEMAR AT 0% 55 ; @I IR i B3R AR 528, AHE
52 0 i UK N RS B B 2 AR B A 23 A A5 i it
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Oy B X A B ST IR S Sh T4 f R o s
B2 (SLEDAI 343 = 10 43 ) Al % 2 41 ( SLEDAI
Iy <10 43) . MU eGFR K & 43 A5 Tk IE % 4
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. 38 -
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3. G5t 0 i R SPSS 25. 0 4i i 2E i 1E X
B W0 M V[ o B 2 o 1o A St B G 7
ME2E (x £5) o, I A 20 A0 /Y %R v 62 500 (D4 43 2
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PSTREA ¢ K98 5% Mann — Whitney U Kruskal — Wallis
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4 SLEDAT 4343} LN B & 41 29 1 (28.2% ) il
LN /& 3h 4l 74 41 (71.8% ) , WAE eGFR 73 5 D fig
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EERFEH 25 6 (24.3% ), MIEEAIRBEE DN
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L/ B (n) 22/3 63/15 0.277 0.599
() 4(1,24) 1(0,6) 2.336 0.019
HEM (g/L) 30.2+7.6 26.7 +6.4 2.328 0.022
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anti — dsDNA (% ) 64.0 74.4 -1.004 0.316
anti — Sm( % ) 56.0 41.0 1.718 0.190
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