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Abstract: Objective To study the changes of macrophage migration inhibitory factor( MIF) expression in the salt sensi-
tive hypertension with renal damage and the renal protective effect of ISO-1 ( MIF inhibitor). Methods Out of 40 male SD
rats after left-nephrectomy,30 survival rats were randomly divided into 3 groups: (1) the rats in blank group (n=8) were
administered by subcutaneous injection of equivalent vegetable oil and fed with tap water. (2) the remainder 22 rats were
used as modeling ; the rats were administered by subcutaneous injection of desoxycorticosterone acetate (DOCA) oil (30 mg
- kg™ + week™") and fed with 19% NaCl,0.2% KCI salt water,and 16 rats successfully modeled after 8 weeks were ran-
domly divided into model group and intervention group (n =8 each). From the ninth week, the rats in intervention group
were administered by subcutaneous injection of ISO-1(200 pg/kg,qod) ,and the rats in model group and blank group were
administered by subcutaneous injection of equal normal saline for four weeks. Systolic pressures were measured weekly. The
24-hour urine proteins quantity was respectively measured in 0-,4-,8- and 12-week. The rats were killed after finishing the
experiment ,and the right kidney samples were taken. The HE staining was made to observe the pathological changes of kid-
ney tissues and analyze the renal tubular damage degree by semi-quantitative determination. The expression of MIF protein

in renal tissues was detected by Western blot method. Results  Compared with blank group at 12-week , the systolic pres-
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sure[ (112.41 £0.87) mm Hg vs(175.12 £0.89) mm Hg],24-hour urinary protein quantity [ (3.53 +0.30) mg vs
(19.66 +0.48) mg] ,amount of MIF expression[ (0.0515 +0.0005)vs(0. 6525 +£0.0282) ]in the model group increased
significantly (all P <0.05) ; compared with model group, the systolic pressure[ (175.12 £0.89 ) mm Hg vs(139.23 =

1.12) mm Hg] ,24-hour urinary protein quantity[ (19.66 +0.48) mg vs(7.71 £0.84) mg], amount of MIF expression
[ (0.6525 £0.0282)vs (0. 5564 + 0. 0007 ) ] in the intervention group decreased significantly (all P <0.05) ,and the

pathological damages in the kidney especially the kidney tubules lightened significantly. Conclusion MIF might partici-

pate in the renal damage process in salt sensitive hypertension rats,and ISO-1 can ease MIF-induced kidney damage, thus

protect the kidney.
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