SO IR B 28 A 2015 4F 11 HE55 33 5% 11 ] Chin J Exp Ophthalmol , November 2015, Vol. 33 ,No. 11 . 969 -

SR -

200 36 ) 300 B e ) R 5 p21 A p27 AR AR
P i R 18 2 38 5 20 I A Y O R

ISR MO E FReEs pEL

(AE] EF  400FE W AR5 a0 & 1 A V3 38 (00 BSR Z8 (PVR) |, 1 5% J 309 28 1 4 1 2k
it} (CDK) B JLA il K ( CKT) % PVR T8 i icd 2 v 10 o) €5, 3% 1= 2 (RPE) 0 o 1 s 2F 24 40 o 31 48 A= 2o 7 o
i B JE B B PR X PVR BiG A B E L, B WF58 CKI p21 Al p27 7EA [ & & B B IE 5 % W0 W il
PRI FLA BRI p21 M p27 R EAMEAERN IR, Fk WA 9 FUBTE X ARl 10 Fkk
41 .20 JE WA 30 JEMA A, 413 H . SEER G Ab B8 G B BURR 435 A p21 il p27 785 5K OF- R B R K -
KRR o 43 B L R 4H 21, SR A real-time PCR I Western blot ¥ 43 Wil 6 3 A< [5] J&] %tk B0 199 Ji& o p21 0 p27
mRNA R HE AW RE LA, SR 10 FE 4120 J& 85 40F 30 J8 i 241 S WAL 21 Hh p21 mRNA [ AH ¢
FIE RN 1.631£0.063 1. 506+0.012 H1 1.585+0. 015, p27 mRNA [ A % 35 35 & 4> B K 1. 581+0. 048 |
1.47020. 012 1 1. 490+0. 013, MK L 2 S WA il 2 7% X (p21: F=9.311,P=0.014;p27: F =12.360,P =
0.007) , Herbr 10 J& i 2 71 30 J&] e 20 S AL I JBE2H 2 ep p21 il p27 mRNA {35k B B & T 20 4, 2 5+
WA Bt 24 5 L (3 P<0.05) . 10 JHIE 2 20 &I 4 A0 30 J5 4 41 G 0 190 I 4 20 e p21 26 3 B AH X 36 3k 4
9 0.675+0. 061 0. 089=0. 001 1 0. 200+0. 007, p27 & [ Y HH X 2 35 /8 4> ] 4 0. 928 £0. 019 0. 183 0. 005
H10.576+0. 089, B A L3 25 3947 Si i3 35 3L (p21: F=228. 905, P<0. 001 ;p27 : F = 148. 957 ,P<0. 001 ) , H:
10 J&] 4% 20 70 30 J&] o 21 S 00 I 2 4 p21 7 p27 2 1A SRR B BT T 20 AL, E R A SR X
(¥ P<0.01) ., ALK p21 5 p27 [i] mRNA K & A9 4 2235 it 44 2 1EH ¢ (mRNA :r=0. 906, P<0.01;
FH:r=0.913,P<0.01) . £t p21 M p27 EAERKEZE PR M B bR KR T, ME A KRS ZH
FER BT, 2 )5 B L I I 4 2123 45 1k 28 Ak Zc 20 05 B 3 38 109, 6 20 M TR 30 98 45 5 A b T RE R % P
YER

[SEgim] MMM, WERIBE 2 /A s A R AR o A0t e i e/ R0 s 10 28 o A o i
[ S R A I D )

Expressions of cyclin dependent kinase inhibitors p21 and p27 in rabbit retina and their association with
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[ Abstract] Background The imbalance of cell cycle regulation results in proliferative vitreoretinopathy
(PVR). Studing the effects of cyclin dependent kinase ( CDK) and CDK inhibitor ( CKI) on the cell cycle regulation
of retinal pigment epithelial (RPE) cells and fibroblasts in PVR formation is of important significance. ~ Objective
This study was to investigate the expressing trend of p21,p27 and CDK inhibitors in retinas of different ages of rabbits
and explore the relationship between p21 or p27 and cell growth. Methods Nine clean New Zealand rabbits were
assigned to 10-week group,20-week group and 30-week group according to the age and 3 rabbits for each. The eyeballs
were enucleated binocularly after the animals were sacrificed and retinas were isolated. Real-time PCR and Western

blot were employed to detect the expressions of p21 and p27 mRNA and their proteins in retinas of the rabbits. The
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use and care of the animals followed the Regulations for the Administration of Affair Concerning Experimental Animals
by State Science and Technology Committee.  Results The relative expressing levels of p21 mRNA were 1. 631+
0.063,1.506+0. 012 and 1.585+0. 015, and those of p27 mRNA were 1.581+0.048,1.470+0.012 and 1. 490+
0.013 in the 10-week group,20-week group and 30-week group, respectively, showing significant differences among
the groups (p21 mRNA: F=9.311,P=0.014;p27 mRNA: F=12.360,P=0.007),and the p21 and p27 mRNA
expressing levels were significantly higher in the 10-week group and 30-week group than those in the 20-week group
(all at P<0.05). The expressing levels of p21 protein were 0. 675+0.061,0.089+0. 001 and 0.200+0. 007, and
those of p27 protein were 0. 928+0. 019,0. 183+0. 005 and 0. 576+0. 089 in the 10-week group,20-week group and
30-week group,respectively, with remarkable differences among the groups (p21:F =228.905,P<0.001;p27:F =
148.957,P<0.001 ), and the expressions were significantly raised in the 10-week group and 30-week group in
comparison with the 20-week group (all at P<0.01). Significantly positive correlations were found in the expressing
levels of p21 and p27 both in transcriptional and protein levels (mRNA.r=0.906,P<0.01;protein:r=0.913,P<
0.01).

Conclusions The expressions of p21 and p27 up-regulate in the retinas of developing stage of rabbits but

gradually reduce with adultness. However, p21 and p27 levels appear to be increasingly raised with aging of the

rabbits. It is implied that p21 and p27 play a balancing role in the process of cycle regulation in retina cells.
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