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Abstract  Objective:To investigate the renal expression of macrophage migration inhibitory factor (MIF )in
lupus nephritis and its correlation with renal injuries- Methods: Using a microwave based immunohistochemistry
labelling to examine the number of MIF " cells in normal and diseased kidneys, and their correlation with renal
pathologic and functional changes in lupus nephritis- Results: There was marked up-reqgulation of MIF expres-
sion on diseased kidney - The number of cells expressed MIF showed a strong correlation with LN activity, and
a moderate correlation with histological and function changes- Conclusions: MIF may play an important role in
mediation of progressive renal injuries in human lupus nephritis- In addition, the number of cells expressed MIF
may be used as a better predictor of LN activity and progressive renal injury -

Subject headings  lupus nephritis/ immunology ; macrophage migration-inhibitory factors: immunohisto-
chemistry
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Table 1 The expression of MIF in renal tissue

Glomerulus T ubulointerstitium
N n ((total cell, qcsil) n (MIF " cell, qcsil) n ,(MIFJr cellymmiz)
Normal 8 46.7+19.2 2.54+1.3 6.2+3.6
LN 28 113.6+£28.5 62.8+12.6 70.8+23.4
(¢'77.78)% (¢'714.10)? (¢'714.04)?
type Il 8 90.1+18.6 46.3420.2 61.7+18.9
(¢ FE4.59)9 (¢'7=6.13)? (' =8.16)9
type Il 6 88.9421.4 38.81+£23.7 69.6+£21.3
(' =3.82)" (¢'=3.74)" (' =7.29)"
type N 14 128.6+36.5 82.1428.9 87.2435.2
(1 =6.86)% (1'=10.29)% (1'=8.54)%

LN =lupus nephritis- Each lupus nephritis group was compared with normal group: 1) p<<0.005, 2) p<<0.001
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Table 2 Correlation analysis of MIF " cell with histological damage and renal injury  r /et 1]
Glomerular LN histologic Tubular Proteinuria Urine NAG Cer
hypercellularity (0—3)  activity index lesions (9/24 h) (U/mmole) (mL/min)
ng (MIF * cell, gcsil) 0.69% 0.72H - 0.53% 0.23% —0.38%
n, (MIF " cell, mm %) — 0.31% 0.58% 0.41% 0.58% —0.43%

- . . ! . . .. . . - .
MIF " cell was compared with parameter using Spearmans s rank or line correlation coefficient - 1)hypercorrelation; 2)moderate correlation; 3)mild correlation
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