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Expression of plasma thrombospondin-1 in renal interstitial fibrosis
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Abstract: Objective To observe the expression of plasma thrombospondin-1( TSP-1) at dif-
ferent time in protein-overload rats and to analyze the relationship between plasma TSP-1 expression
and renal interstitial fibrosis. Methods  Forty-five male Sprague-Dawley rats were randomly divided
into a bovine serum albumin ( BSA) group and a control group after uninephrectomization. Rats with
protein overload nephropathy induced by intraperitoneally injected BSA were used as a model ( control
group received saline ). At the 1st, 5th, and 9th weekend, the level of 24 h proteinuria and renal
function was assessed. Pathological changes were observed by electron and fluorescent microscopy.
The expression of plasma TSP-1 was detected by Western blot. The relationship between plasma TSP -
1 and tubulointerstitial lesions ( TIL) score was analyzed. Results Twenty-four hour proteinuria and

blood urea nitrogen ( BUN) significantly increased in protein-overload rats compared with those in the
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control group. While protein-overload rats developed more severe fibrosis in the tubular and interstiti-

um. Glomerulosclerosis index and TIL score were upregulated compared with those in the control

group. The expression of TSP-1 increased significantly at the 5th and 9th weekend. The expression

of TSP-1 was positively correlated with TIL score (r =0.836,P <0.01). Conclusion

Plasma

TSP-1 expression is positively correlated with renal interstitial fibrosis in protein-overload rats. Plasma

TSP-1 may be used for an important biomarker of renal interstitial fibrosis.
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Control 1 5 9 E Control 1 5 9 F

1 RAXRBHEALBREF I (PASM-Masson 8, x100) , A: X2 ;B BSA 2055 1 A ;C.BSA 4HH S JAA;D:
BSA 4155 9 JA B AXE /NERIEAL TR, S5 X BRATELA, + P < 0. 015 F AR /N ) B B 3 BLoY , S0 IR L

B, x % P<0.01,
Fig.1 Pathological change of kidney of rats in different groups( PASM-Masson staining, x100). A Control group; B:BSA
group at the 1st weekend; C:BSA group at the 5th weekend; D:BSA group at the 9th weekend; E:Relative glomerulosclerosis

index, * % P < 0.01 vs. control; F:Relative TIL score, * * P < 0.01 vs. control.

2 BERRBEAR IgG AR E ( x400), A XA B:BSA 4155 | JAA;C.BSA 4155 5 JHAR ;D BSA 4155 9 JiK.
Fig.2 Fluorescent staining of IgG in kidney of rats in different groups( x400). A:Control group; B:BSA group at the Ist
weekend; C:BSA group at the 5th weekend; D:BSA group at the 9th weekend.
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3 BRAKXRBHEAHA
D2.BSA 4HEE 9 K,

SEEES( x5000) , Al F1 A2 %] HR4

;B1 F0 B2:BSA 4145 1 7K ;C1 F1 C2.BSA 4145 5 J&K ;D1 Fi

Fig.3 Ultrastructure of kidney of rats in different groups by transmission electron microscopy ( x5 000). Al and A2. Con-

trol group; Bl and B2:BSA group at the 1st weekend; C1 and C2:BSA group at the 5th weekend; Dland D2:BSA group at

the 9th weekend.
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Fig. 4 Plasma TSP-1 expression of rats in different

groups. A ; Plasma TSP-1 expression by Western

blot; B: Densitometric quatification of plasma

TSP-1. Compared with the

= % P<0.01.
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Fig. 5 Scattergram of relationship between plasma TSP -
1 expression and TIL score.
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