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Clinical relative risk factors of venous thromboembolism in systemic lupus
erythematosus patients
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[ Abstract] Objective To investigate the clinical relative risk factors of venous thromboembolism (VTE) in systemic lupus
erythematosus (SLE) patients. Methods Twenty-seven consecutive SLE patients with VTE in our hospital within January 2008 to
February 2012 were enrolled as the thrombosis group, while the control group recruited 27 hospitalized SLE patients without history
of thrombosis, whose environmental factors, such as sex, age, body mass index (BMI), and life style, matched to the thrombosis group.
Univariate analysis was used to compare the clinical risk factors of venous thrombosis [blood platelet count, immunological function,
complement, and whether accompanied with hypoproteinemia, lupus nephritis, renal insufficiency, nephrotic syndrome, renal
hypertension, proteinuria, or hematuria], and laboratory indexes [C-reactive protein (CRP), D-dimer, white blood cell count, activated
partial thromboplastin time (APTT), prothrombin time (PT), and fibrinogen (FIB)] between the two groups. Results The thrombosis
group had significant higher incidence of accompanied hypoproteinemia (70.37%), lupus nephritis (74.07%), renal insufficiency
(70.37%), nephrotic syndrome (55.56%), renal hypertension (66.67%) than the control group (P = 0.003, 0.000, 0.000, 0.027, 0.029,
respectively). CRP [(7.19 + 9.23)mg/L] and D-dimer [(6.32 + 5.75)mg/L] levels were both higher in the thrombosis group than in the
control group (P = 0.004, 0.000, respectively). Conclusion Hypoproteinemia, lupus nephritis, renal insufficiency nephrotic
syndrome and renal hypertension may be the clinical risk factors of VTE in SLE patients. CRP and D-dimer may contribute to
the diagnosis.
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Table 1 Comparison of clinical relative factors of VTE
in SLE (n=27)
mwH I Xf B 2H
I, Xxs) 409+ 14.4 34.9+12.4
BHn (%)] 6 (22.22) 5 (18.52)
BMI(kg/m?, X+s) 23.1+22 23.9+3.0
AN (%)] 5 (18.52) 4 (14.81)
RN (%)] 5 (18.52) 4 (14.81)

i/ % ( x 109/L,

14470 + 80.57 179.11 + 53.09

Xts)
IgA(mg/L, X£s) 2128.9 +914.5 2348.0 + 1347.8
IgE(KIU/L, X+s) 1361.7 £3125.1  2447.4 +3567.7
IgG(mg/L, X*s) 10661.9+6120.1  10713.3 +4331.6
IgM(mg/L, X+s) 1058.6 + 691.2 1117.0 = 735.0
IgEEBEKAPI & 2656.2+1776.9  2217.8+872.7
(mg/L, X£s)
'g%%LAMf'JW 1635.7 + 777.6 1278.9 + 468.2
(mg/ L, Xts)
#MAEC3(mg/L, X+s) 836.3 + 336.4 746.8 + 256.8
#MACA(mMg/L, x+5s) 187.5+117.5 155.2 + 68.8
&2 A IMAE [N (%)] 19 (70.37) 8 (29.63)™
AR [n (%)] 20 (74.07) 6 (22.22)"
FEHIR[N (%)] 15 (55.56) 8 (29.63)
MER [N (%)] 5 (18.52) 3(11.11)
e A 4n (%)] 19 (70.37) 6 (22.22)”
PR ZE AR (%)] 15 (55.56) 7 (25.93)"
B PEE IR N (%)] 18 (66.67) 10 (37.04)"

W BMI: RS S, SimARd i, P < 0.05, P < 0.01
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AV ER AR M5 B 1] (activated partial thromboplastin
time, APTT ) . Il 2% &E il it )52t A] ( prothrombin time,
PT) . IMIELF4EE A5 (fibrinogen, FIB) /K25
TG E L (P>0.05; %£2) .
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Table 2 Comparison of laboratory diagnosis indices of

thrombosis before therapy  (n=27, X*s)
moH I Xof B2
19 40 4% (x 10%L) 5.96 + 2.47 7.31+3.48
CRP(mg/L) 7.19+9.23 1.79 +1.44"
APTT(s) 40.37 + 11.57 36.86 = 9.53
PT(s) 13.51 +0.87 13.23 + 0.64
D-— & (mg/L) 6.32+5.75 1.33+1.18"
FIB(g/L) 3.74 +1.65 3.29 +1.02

1 CRP: CI N [; APTT: &1k 3845 ML i& AT 0] PT: iMi2g
58 M R A E); FIB: IR AF AR R, S5 A4l iR, "P < 0.05
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