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Celecoxib inhibits proliferation of Han: SPRD rat renal cyst through inhibiting COX-2 activity
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[ABSTRACT] Objective: To investigate the effect of celecoxib (CXB),a specific COX-2 inhibitor,on the proliferation of Han:
SPRD-cy rats’ renal cyst, and to probe into the related mechanism. Methods: Totally 57 3-week-old male Han: SPRD
heterozygous(cy/+) rats were randomly divided into 3 groups (n=19): control group (fed with normal forage) ,low dosage
CXB group (3 mg * kg ' + d ') and high dosage CXB (10 mg * kg ' « d" ') treatment groups. The animals and their bilateral
kidneys were weighed; the 2-kidney weight/total body weight (2K/TBW) ratio was calculated. The renal cystic index(CI),
fibrosis index, and inflammatory cell infiltration in interstitium were observed by pathologic renal tissue slices. The co-
expression of PCNA and COX-2 was analyzed by double immunofluorescence labeling technique and laser scanning confocal
microscopy. The expression of PCNA and COX-2 protein was examined by Western blotting analysis. Results;: The 2K/TBW
ratio of the low dosage group ([1.1040.009]%) was significantly lower than that of the control group ([1.3340.02]%) at

the 16-week old, (P <C0.05). Compared with the control group, the inflammatory cell infiltration in other two groups was
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significantly decreased ([2.6+0.267],[2.840.31 Jus [3. 7+0.33]),P<C0. 05). The fluorescence intensities of COX-2,PCNA in

the low dosage CXB group was significantly lower than those of the control group (P<C0. 05). Compared with the control group,
the other two groups had significantly decreased expression of COX-2([0.326=+0.011],[0.409+0.008] ws [0.81440.012],
P<C0.05) and PCNA ([0.763+0.051],[0.925+0. 0427 vs [0. 98840, 031],P<0. 05). Conclusion; CXB at 3,10 mg » kg ' *

d™ ! can reduce inflammatory cell infiltration and inhibit the proliferation of Han: SPRD rat’s renal cyst, probably through

inhibition of COX-2.
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Fig 1 Pathologic changes of renal tissues of Han:SPRD rats in each group
Original magnification: X 100(H-E, Masson staining) ; X 200(PAS staining)
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Tab 1 Proliferation index in renal cycts of
Han:SPRD rats in each group
(n=19.,x=%s)

Inflammatory cells

Group _Cyst F}brosls infiltration in
index index . ..
renal interstitium

Control 64.8+6.71 16.3+4.16 3.740.33
CXB

Low dose 42.9+6.56* " 11.242.63" 2.640.26"

High dose 47.1£7.28" 10.143.30* * 2.8+0.31"

* P<C0.05,* * P<C0. 01 ws control group

2.3 KA KL COX-2, PCNA % % % K& %
& AR (K 2)RW 2 PO AL BE BT COX-2,
PCNA H: U o, X35 /N i) 3 L K5 CXB 1E FH 4
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F A (0. 32640, 011) FIAF & 4H (0. 40940. 008)
B € 5 B 241 9528 6 BB 4H (0. 814420, 012) ik 25 I
59 . 22 5 A G123 L (P<<0.05) ,

2 BRAXARBHALR COX-2.PCNA HRERER LR

Fig 2 COX-2 and PCNA co-expression in renal tissues of Han:SPRD rats in each group using immunofluorescence staining

A':Control group; B:Low-dose CXB group; C:High-dose CXB group. Original magnification; X4 000
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CcoX2— “ —~ — 7
GAPDH — | el W a» < euuuew — 3
A

*2 KRBRBHL COX-2.PCNA EAMKRIE
Tab 2 COX-2 and PCNA expression in rat renal tissues

(n=19.x=%s)
Group COX-2 PCNA
Normal control 0.106+0.014 0.5534+0. 044
Blank control 0.814+0.012* 0.988+0.031~

Low dose CXB
High dose CXB

0.32640.011*4
0.40940.008*4

0.76340.051*4
0.92540, 0424

* P<C0. 05 ws Normal control group; £ P<Z0. 05 vs Blank control group

Normal  Blank Low High  p\n(x10%)
control  control dose dose
o — | e P - |—
GAPDH — | c-<> <l <> (— 36
B

Bl 3 Western ED i 4 il % H A R B AR COX-2(A) .PCNA(B) EH K RIE
Fig 3 COX-2(A) and PCNA(B) expression in rat renal tissues in each group using Western blotting analysis
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