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Endothelin-1 In Patients With Lupus Nephritis

Kyun Il Yoon
Depariment of Internal Medicine, College of Medicine Ewha Womans University

Endothelin is a 21-residue peptide vasoconstrictor produced by endothelium. The exact role
of endothelin in the pathophysiology of renal disease has not yet been extensively demonstrated.
Thus, to elucidate the pathophysiological significance of plasma and urinary endothelin-1(ET-
1) in patients with lupus nephritis, we studied 7 patients diagnosed as lupus nephritis by
kidney biopsy and 7 healthy volunteers. Serum and urinary biochemical studies including
creatinine and ET-1 were done, and urinary excretion of N-acetyl-B-D-glucosaminidase(NAG)
was also measured.

The results were as follows 3

1D Patient group and control group showed no significant differences in their clinical characte-
ristics, basic biochemical studies, serum creatinine, plasma ET-1, urinary excretion of protein,
NAG and creatinine and ET-1 clearance. Of 7 lvpus nephritis patients, only 2 patients showed
abnormal serum complement and anti-dsDMNA.

2) In lupus nephritis patients, plasma ET-1 level showad no correlation with serum creatinine,
complement and anti-dsDNA(p>>0.05).

3) ET-1 clearance showed no significant correlation with creatinine clearance rate, comple-
ment, anti-dsDNA and urinary NAG excretion.

Plasma ET-1 level and its clearance rate could not reflect the lupus nephritis activity. But
our study included small number of patients and only 2 patients of pathologically proven
lupus nephritis showed active disease, biochemically and clinically, and the majority of patients
has alreday been in remission state after treatment. Above factors probably acted as a bias
against the results, leading to statistical limitations. In further studies, we should broaden our
subject group in number and to other renal diseases than limiting to lupus nephritis and
prospective long term follow up study is indicated to further investigate the role of urinary
excretion of ET-1 and their mechanism of action on renal disease.
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Table 1. Summary of data obtained from blood in whole subjects.

Age  Renal path. ET-1 anti-dsDNA  Creatinine C3/C4
Case .
(vears) (WHOdass) (pg/ml) (U/ml) (mg/dl) (mg/dl)
1 34 I 2.6 4.25 0.7 89.0/27.5
2 32 I 6.8(4.7)*  28.70(16.47)* 0.6(0.65)*  109.0/10.6(99.0/19.1)*
3 29 v 8.6 100.00 3.2 21.8/ 6.0
4 32 I\ 2.3 1.14 0.6 115.0/32.0
5 38. v 10.7 11.30 1.1 107.0/32.0
6 30 v 5.1 17.86 0.9 52.6/12.2
7 40 [\ 6.8(6.7)* 4.70(27.00)** 1.8(1.42)** 63.1/24.4(71.9/21.82)**
Meant SE 33.61 4.1 6.13+1.16 2899+ 13.17 1.20+0.835 79.64+ 13.18/20.58+ 4.13
Normal(N=7) 80.6+7.5 3.56+£0.74 049+ 0.11 0.76£0.03 107.11% 21.23/40.41% 5.01

¥ : Mean of group 1(WHO dass II)
* ! Mean of group 2(WHO dass V)
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Fig. 1. Urinary ET-1 in control and patients. .
*group 1. WHO dlassII 5 group 2. WHO dassV in lupus nephritis
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Table 2. Summary of data obtined from urine in whole subjects

Case Protein NAG ET-1 FENA Ccr CrT.
(mg/d) (um (pg/mb) (%) (ml/min) (ml/min)

1 900 1.1 5.5 7.07 98.3 44.42
2 326(613)* 0.7(0.9)*  25.0(15.3)" 0.89(8.98)* 110.5(104.4)* 58.82(51.62)*

3 7800 21.3 38.0 14.75 22.5 76.74

4 900 4.3 66.0 0.18 92.5 267.30

5 1000 10.9 28.0 5.45 60.2 41.87

6 347 8.5 65.0 1.06 72.1 340.29
7 240(2057.4)**  1.5(9.83)%%  0.7(88.54)%* 2.25(4.74)**  454(58.54)%% 20.00(149.44)**
Meant SE 1613+ 1040.3 6.9+ 2.8 31.88£9.95 4.561 1.96 71.64+11.84 121.49+ 48.28
Normal(n=7) 247.2%+ 131.2 561+24 16.01£ 3.67 1.10£ 0.25 93,74+ 4.60 78.641 14.58

* ! Mean of group 1 (WHO dass II)
“* : Mean of group 2 (WHO class V)

Abbreviations are ; NAG, N-acetyl-B-D-glucosaminidase ; FENA, fractional excretion of Sodium ; C,, creatinine

clearance ; Cgp.), ET-1 cearance.
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Fig. 2. Plasma ET-1 in control and patients.
*group 1. WHO dassII ; group 2. WHO classlV in lupus nephritis

NAGZ o F&18t ZaaArt 1dth(p>>0.05).
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Fig. 3. ET-1 clearance in control and patients.
*eroup 1. WHO dlassII ; group 2. WHO dasslV in lupus nephritis
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