Int Eye Sci, Vol.12, No.9, Sep. 2012 wWww. ies. net. cn
Tel :029-82245172 82210956 Email . 1JO. 2000 @163. com

- S -

p21 1 p27 TR BRE L HHAmE B RIE

F AR HOR A, IR E %

EEWMB : HEKARBFEETH (No. 81070715 ) ; iR BRI K
22T WA 3£ 4 (No. 2010MPO14)

YERE FAL (350005 ) F FE AR Al 4 AR M T, i At B 2 B ) 5 —
& B AR}

YEF T : E W, 51, FIR BN BT J7 ] 1 B T HRAE
IR ARE RS B2, T 052 S 00, BT 7 1) 33 5 A1
I JEE . fjmuxuguoxing@ hotmail. com

ek H . 2012-06-27 & 1nl H 35 . 2012-08-02

Expression of p21 and p27 in rabbit lens
epithelial cells

Xiao—Hui Wang, Mao—-Song Xie, Guo—Xing Xu

Foundation items: National Natural Science Foundation of China
(No. 81070715) ; Scientific Research Foundation of Fujian Medical
University, China( No. 2010MP014 )

Department of Ophthalmology, the First Affiliated Hospital of Fujian
Medical University, Fuzhou 350005, Fujian Province, China
Correspondence to: Guo—Xing Xu. Department of Ophthalmology,
the First Affiliated Hospital of Fujian Medical University, Fuzhou
350005, Fujian Province, China. {jmuxuguoxing@ hotmail. com
Received: 2012-06-27 Accepted: 2012-08-02

Abstract

¢ AIM: To investigate the expression of cyclin dependent
kinase inhibitors p21 and p27 in different ages of rabbit
lens epithelial cells(LEC).

e METHODS:. p21 and p27 in lens anterior capsule
membranes in 10, 20 and 30 weeks old rabbits were
measured by RT-PCR and Western blot in levels of mRNA
and protein.

e RESULTS: p21 in rabbit lens anterior capsule
membranes had similar expression with p27 in levels of
mRNA and protein. Their expressions were highest in
youth rabbits, while lowest in middle aged rabbits. The
differences of both p21 and p27 among different ages of
rabbit LEC were significant( P<0.05).

¢ CONCLUSION: p21 and p27 may play a balancing role in
the process of cycle regulation in rabbit LEC, which
provides a reference for researches related to prevent
posterior capsular opacification( PCO).
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B B WF 5 A0 M SRS A 1 BRI R PR 7 p21 N p27 SR
ASTR)AF % B A AR AR | 2 41 I (lens epithelial cells , LECs)
TR IA AL

FoiE o3 BIH 10,20, 30 JH 5% G bR A BT 4 [ 2 2, R
RT-PCR F1 Western —blot | i 21 21 o p21 1 p27 19
mRNA 7K FIEE K-

R A IRIR AT RN 21 p21 5 p27 1Y mRNA 7K-F-Fl
HEUKFARL, F 4 fem, BERZ, PAERM, p21 Al
p27 TEFFAFE AR S 2 A R LECs I RIK KA 2 5
(P<0.05),

518 :p21 M p27 7ER LECs JEIH 8 % 2 #& vh nl g i % F
BEFE T A 1 PCO MBS A —E S H M E.,
SR« A M 0 5 0 PR IR A b R A i 5 S R
HERLH
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J&i B JE IR 1 ( posterior capsular opacification, PCO) f&
H B AR5 i W IF Rz — BVE & B AR, 3
BB ARG 5% B 0 SRR TR 41 (lens epithelial cells,
LECs) i3 BERAFE A8, K, 90 LEC 3455 T B & ok i
Bii PCO HYIERARZ — o AN 45 0 — AR H A A i 3
2 i 30 20 ) 300 ) 4 L DA A A O L 2 4 ) 3 2
i i ( cyclin dependent kinase, CDK ) Fl 4 g J¥ W=
(eyclin) B IE I8 ¥ A1 CDK A& 3 P 10 1 R ( cyclin —
dependent kinase inhibitors, CKI) B 7 U8 5 L R 4 ,
AL T —Fh B &5, p21 BRI A BLAY CKT 2%
Kz —, p27 KPR 1994 45 i IR i) 4 i J&] 400 98 425 1 410
PR R IA ) KIPL 2 — T 335 114 40 i J] 39 2% 0 i 1
AR B (CDKIS) P77 o ARWFSE Y F A2 0 A [ 4
B LECs H p21 F1 p27 B9 RIK, 118 p21 F1 p27 fEA
)47 Bt i LECs (A RLAE
1 #RFN A %
T W8 @R 2% 9 K, Hd 10,20,30 JA# (7
AR AR CBAR) 453 H BRI I A TR T AT X AR
XS0 3 3 (45 RIS 5 2007001100659 ) 5 75 4F-41 ¢
ik 0.8 ~ 1. 2kg, FAFA R FUR 1.4 ~ 1. 6kg, EAFL4 R
BT 1.9 ~ 2. 2kg, SEHHIAT RLBRAT K A, HEBR IR 5+
5 SEI B R AT A R R AR R 2 By S A i (5
Wy A . N B p21 B e BE BT AR
( Abcam A ] ) , FRYTH p27 A58 BT IR ( Bioworld A H] ),
FUPT % GAPDH B 7% B 4T 1K (Santa Cruz 24 Al) 5 £ 4T B
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HRP trid 30 (b 2 &4 A Fl) ;s RIPA 24 i BCA
P HE IR & UleaECL JEM AL 27 & OGRS I 5] £
(e ERAEYEARARAR) 9t milfl & (R
TAKARA A #] ) 5 ¥ 7% 53X 7] & ( Fermentas /A &) ; Trizol
(Invitrogen A H]) o
1.2 ik
1.2.1 BUF B4R PR BRI SR 3 2L
R 2 SRR FEALFE , ST RIVERCH SR BR 5 bR A iy 8 st i
W) 2R TE AR T, 9 R A 22 BRTT RT-PCR il p21 1
p27 mRNA 9% &, A HR4T Western—blot 0 p21 F1 p27
HHMFRIL,
1.2.2 RNA $2EUK cDNA &R AR A Hip 9% 3 4 21 48
RNA $2 8% Trizol 48 B UL Il 5 H4F ; cDNA 5 WL 100 5 5
R G UL R
1.2.3 RT-PCR #ill] p21 #1 p27 mRNA & E &5|¥
J¥51Z M GenBank W18 ¥ 51, H primer 5. 0 3K {4 % 11 1fiy
B, EARF I 1, ROV AR R (3 25uL) :2xSYBR®
Premix Ex TaqTM 12.5pL, EFi#514145 0. Spl, DNA Hifz
2.0pl,ddH, 0 9. 5pL, A %14 :959C 30s595°C 55, 60°C
30s, R 40 7K ;95°C 15s,60°C 30s,95°C 155, 44 58 ilin
HEAT R 2 T, O WER R 5 S Bt 4k o 3 S e
AR AR IR AR A1 G SRR T2 R 2 rh p21 R p27
mRNA HAHXS & i
1.2.4 Western—blot #&ill p21 #1 p27 EEHFRIE Stk
RHTFERELH ZUR A RL Uk (- 196°C) J5 BB | JBURE it b
P AT SDS-PAGE LYK FE RS, FH 7 50g/L B AR W5 45 1
TBST %W M 1h, VMR 5K 35 )5 9 PVDF il 5 —$i¢
ACIFE 1, —Pi A BRPi % GAPDH 1 p21 K p27 HL5afE
PUfR(1:1000) , VEREEAEERSAM TS ZHHE 1h, —
PO AR i A B AR 12 0 BT BT (1:5000) , PEAR
JE A3 BRIl Ak 2% & 650 (ECL) , B kA i+,
FHEE R G AT G IR R 4R 05 Y 2L R Ak 28 2R 25 )
EEARRMHEARIBE (KW RKIENE) 5SS
(GAPDH) Fik i i FuAE , AU FEAEAE A 4% H Rk K FE 1)
Giit2 00T . R SPSS 13. 0 G i B A7 S 20 4k
PR TORER I xxs £on o HAE PRI BAR & 4]
B0 25 T 430 R P B DR 2R 25 3 B R 45 2L ) X5 850 %) R 7
X H (LSD -t 3%) 5 p21 5 p27 [8] A9 AH F 3% FH Pearson #H
KB, Lh P<0.05 1N HA G HE X,
2R
2.1 SRk p21 1 p27 mRNA K& % RT-PCR
3%t 9 HUE AR H AR LB AR B 2% e LECs Y p21 Al
p27 mRNA JK-F-FEAT 1 AG I, 5256 25 5 e L5 48 h AR
BAEHTE 2 AR b R i P p21 F p27 mRNA K P
Pl R R, B PR AL 4l 2 R B A 5
P E L (p21; F=39.897, P<0.01;p27: F=156.596, P<
0.01;1,2), p21. PESHFFLE,P=0.012; £45
AR LLES, P=0.006; TF4E 5 A L, P=0. 022, p27 .1
ESEHELE,P=0.017; 2 F 5T, P=0.004; 7
FEEEFEE,P=0.013, p21 Hl p27 mRNA £k 54
J3Hr:r=0.979,P<0.01
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%1 GAPDH #1 p21 % p27 5|45 5!
FEH 51175 (5°-3")
GAPDH

355149 : AGCACCAGAGGAGGACGAGA

T 514 : TCTGGGATGGAAACTGTGAAGA

p21 514 . CGGAACGGCCTGAGGAGT
NS4 : GACGAGTCGGCGTTTGGA

p27 #5147 : AGAAGCACTGCAGAGACATGGA

TS . CTGTTGGCTCTTTTGTTTTGAGG

1.8 1 Op21
1.6 | W p27
ﬁ 1.4
£ L2
z 171
B
5 0.8
[=1
% 0.6 |
P
0.4
0.2
0 1 1
HE e ZE

E1 AEE#ES LECs 1 p21 #1 p27 mRNA HJFRIEK T,

El2 % LECs &1 p21 #1 p27 mRNA Rk XS5,

2.2 IR p21 0 p27 EEAKFEWRN  RH Western—blot
IR0 AR AR RIS AR BTG 22 S LECs Hh p21 I p27 3R
FIKEZEAT TR, 52 50 45 5 & 03 47 | v AR FN 2 4R B v
224 LECs ™ p21 Al p27 & H/KE N EAFE R & &, B4
W AR, A 22 R A Gt L (p21 ;. F=126.441,
P<0.01;p27: F=196.354, P<0.01;K3 ~5), p2l.;4E
HEFWE,P=0.021; 24 5H4E LK, P=0.014; F 4
HRAEILH ,P=0.002, p27: F4E5HFE LI, P<0.001;
EEETPAELE, P=0.008; H 4 5 E4FE L, P=0.010,
p21 Fl p27 FHFRIEWAE ST r=0.994,P<0.01,
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3 A E#E% LECs 1 p21 1 p27 EARIEKE,

K g HE

4  Western-blot #: il 7[5 B ¥ 20 %2 LECs H p21 #1 p27 &
BRFRIZ,

1.2
1+

0.8

0.4

0.2

Bl 5 % LECs i p21 #1 p27 EAFKEMHEESH,

3 itig

PCO g B BEE R FH N BE R )5 5% B8 19 LEC 2o B2
B ] DR AR J5 0 S A A | 3 b Jg R R G A 49 I o
N HAT,IBIT L 2R FAR BT SRS 2R
FEAR BT PCO KA A AR J7 9

20 S0 3 08 42 A S 5 2% BH  E 40 A 0 A o AR
H1,CDK 5 Cyclin 454 B2 &9, #HE 2 40 i e 1A i 7 | ke
HAEJEEEAE A 1 CDK A4 ] B CKI 7 20 Jf J& 30 0 4%
AR E G EEER Y p21 ZEFE CIP KIE 5,
BT p53 K FiE, & —FP CDKIS, p21 A 454 F- 40 il
JUF 8 — 4> Cyclin2CDK & & ¥, p21 #] LA i #7 6l
CyclinD12CDK4 1 CyclinE2CDK2 (3% P, AT Rb 25 [
TCIERATHERR AL SR, S B0 B i A G 30 p27
43T 298 27 000, E A& —F CKI, E#I il CDK 1364,

PETTRELT 20 M B 3658 p27 JLF- 16 45 Fh 2l 1 1A 263k i
B IR AR PR A M v s A T AN A, A0SR
YRS 10T p27 B EIK R, Bl R A 2253 4 5 0
Je AKEREAR , 24 DNA A % A5 3k Bl o i 4, p27 AW T
o ) B UK s, 4 20 F I 8 B, p27 T R R, A e
FEUGHEA# 1E 1A, p21 K p27 TR 40 A J& 219 40 & 11, b
MTIAE R SEA G B 4548 S D REARAT i AR | #8A — -1
SFRY 80 NIRRT, X 4L Cyclin, CDK Al CKT 38 i3
AHEAE T A B2, T8 B — A 20 285 V- 457 11 240 it &) 34 ) 4
A5, WL, p21 F1p27 K 5HALA Cyclin Fl CDK Rk
AR A, T BE £ | AES 40 A 384 B g A A A

RATHIBEFE S , AUAE S I AL S LECs "h 34
p21 A1 p27 BYFIR i HBEE AEH 128 4k, p21 Rl p27 (3%
IRl S B AR, T AE4L S LECs h p21 il
p27 Tk, PAELL iy LECs ™ p21 Fl p27 A
ik, A4 LECs H p21 Al p27 FIkA THHZ0H, AHg
N T AE S LECs 478 AR X I% BR, p21 1 p27 & & T
LA 20 et 3 1 5 5 P AE AR LECs SR 5018, p21 Al p27
Py B LA 0 X 240 B I P P R A B
ST o, PR 2R S B R R AT AR, B AR
AR R IR L R A & AR S R A T A T R A,
SEURR TR A NRER LA X ULHAEE G LECs 745
PR AP T, JHE 88 58 SR %o 395 B, 3kt st e fie R A2 AR
e, BAEAH i LECs 1 p21 1 p27 kK FEH P 4EAH
N TR E A SR, p21 F1 p27 AT 520 A1 LECs
e = 7 N (O 1 S s < R O 2 T
( Proliferating Cell Nuclear Antigen, PCNA) J& BEN
DNA R4 & T Ak AN AT il /0 14 1) 4 Bl DX 7, 7 6 1k 40
Jif G A /b T S0 4R S K B = 0% PCNA
) B 5 A0 B SR A 1 7 R A L DRI S A e 4
YIAHSE , J2 I e 40 338 FEIR S 0 R B3 bR, AP g
B, M2 b AN R, p21 ARk B ST, T
TEZ)Z2 L R AN 46 K 240 LECs #5J2 PCNA A, 3E B
LECs EVBE s o W 5%t 28 W, 7 400 i J) 300 0 2 ot AR
H,p21 FEHEPT PCNA O TS 25 B AP p21
5 PCNA 254, EHEEIMH] DNA A HY | AA 9T s e
s DR AR 25 T S5 R R DR R i 4 Rz A0 A B p27 BH M 20 e
s 5 PCNA BHE A M B 4220 i), POCNA 19 3R IA 50
S3Z B, HEBH P i A R T DR e X S AR A
M, p21 F1 p27 #AT AT e 28 oL J ] PCNA Y 2R 35 M #E
i LECs R348 rhR 2 S Z/EH

ARG B, = H % LECs 19 p21 B3£Ik p27
(IR R IEAM S, BB p21 B Ik, p27 (kI8
B R Z IR, WNETAT IR, p21 & p27 7)) 40 e J& 301 4m
2R A, AT e S A i 9 485 4 B D) e #8 A v 3 AR ALk
HZFHA S PCNA BAEH] . PRIHED , p21 5 p27 7E
POHIAJE ST LECs B34 5E 2 A b B B R VR A (X O 5
AU T RN R I A DG SRR S B, LA R A
RFFE—2 o,

WA 5T AT LA 2598 LECs WA p21 Ml p27 Y
ZE3K, 100 B p21 1 p27 RFRE$E LECs Y367 8 2) & 20 7F
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Hlo bR p21 il p27 f33K 4R LECs 9458 A] AEAb
B 7 S G TP B PO LT S A R I s
Jf ik e B B A R G B . PCO WTRESR PR 11 P9 B T AR 5%
B LEC FT8 17X Fh3h 28 P 32 LEC i 45 mi 5 |
EHY . BN, p21 F1 p27 75 PCO #Y & AL ] fEE 2] ¢
SEPEVE ] (H3X — 4518 LHALRE A FF i — D019, i T
LECs 1147 p21 Fl p27 BYRIE, s T LA Ky i — 20479 B o
R YL A p21 Al p27 FE T A LECs H p21 Fil p27
FIR AL I FE B B, WIE 2 T p21 i p27 XF i
5 LECs B AR 2 2R /R, HoaT fiEfE PCO Ry K/
Py A6, ST DO gE— 2B i T B LECs h p21
Fl p27 MR IE I ZE PCO WY 7 ¥ I 6 7 19 6 42 Fn
5y
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