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Apoptosis of posterior capsular lens epithelial cell induced by adriamycin

and the expression of apoptosis — related gene in rabbit
LILi,etal
(Department of Ophthalmology , the Second College of Clinical Medicine , Chongqing Medical University)

[ Abstract] Objective: To study the effect of adriamycin(ADR) as therapeutic agent inducing rabbit posterior capsular lens epithelial
cell apoptosis and to assess the relationships between P53, Bcl — 2 after lens extracapsular extraction. Methods : Twelve rabbit eyes were
injected with 0.2mg ADR(0.4mg+L™!) during lens extracapsular extraction performed respectively in the third week and the eighth
week after the operation. With TdT — mediated dUTP nick end labeling{ TUNEL ) and immunohistochemical (SABC) staining. The
protein expression cell rate of P53 and Bel — 2 were detected. Results : Positive pericyte muclei labeled by TUNEL increased more sig-
nificantly than those in the control guoup from the third week to the eighth week after the operation. P53 protein expression was sig-
nificantly higher(P<0.01) and Bcl— 2 protein expression was significantly lower( P <0.05) than those in the control group in the
third week and the eighth week after the opreration. Conclusion : ADR ~ induced rabit posterior capsular lens epithelial cell apoptosis,
P53 protein expression is higher and Bcl — 2 protein espression is lower in ADR group eyes. P53 and Bcl — 2 may play an important role
in modulatong the lens epithelial cell apoptosis.

[ Key words] Adrimagcine; Lens epithelial cell; Apoptosis; Protein expression; P53;Bel — 2

BHABREARG R E KSR E Mg BT
o IRE B, FTBSRRA S R BE M, TR 1 WEMAEE
BHHNEFARME AR, BRENIMEE X AT
TERERPIE, MERBHRE. BRiEESER 11 398ia6s
W R AR T B 4 AL IR B, A RS 12 RERFA QAR R(EKRENKEZRIY.L
NEFMEEFCSRARIIERA S, EEWERE B8 6E 12k, BERE RERELRE . SARAR
BT A SR L B B RE FO B A T FZER, 40 3 .8 FBA, Rk R AR HEERAR N F—

BUR TTZERERE K b X4 B9 P 4 B 22 gzﬁfi(ﬁfﬁ; j;;ﬁg;;ff:;;/\ 0.2ml BT
ARG R AR 4me/L)o AR Jhsh L R

1.2 Z&2HHEAM

tEENB:F 21963 ), %, A+, MK, FI % 3% (adriamycin) (FACH] Farmitalia Carld Erba 21 7)
EEMAFEBENG AR 4. TUNEL %4 & (#8E Boehringer Mannheim 22 ] )



http://www.cqvip.com

REERNKFEIR 2004 £% 29 %% 1 H (Journal of Chongging Medical University 2004. Vol.29 No.1)

| gog httg://www.cgvip.coml

Bel-2.P53 e AR A & (RN ELEEY TR
HBAT),
1.3 EXBLHAHE

FHRIME, SR ELFE, RS BB, 7 100mg/L
BROKEEBRPEE 240, 2B RBEBR K, FRAEE
A,
1.4 5% TUNEL %6

TUNEL#H& XA ERBEHALE SMETUERMN
B, RA CM-2000B 4 $ ¥ B & 457 R 5 ouf 18 1= e
SEFT B, LAY T35 B (apoptosis index, Al) , B) 10 & B8
BT 200 MEREARE L E MK P TUNEL REMEE 4
HOEBARBTRE, 8 AR :Al= (TUNEL 4 5
¥ /200) X 100%
1.5 ERBuisAniEs

AR A R k1k,3% H,0, ZiB FHFK 10min, X%
WEELELY S, B L EIRE 10min(92 ~98T ), 17
FiikE B ;N 1:50 IE# M HHH\, £/ 10min; 5 5114
s LWBN /DB B - 2 fHL P53 ALK, 4CH®,
PBS #k 25min 3£ 3 X ; % i1 SABC &, 20 ~ 37T 20min, PBS
(0.01M) ¥k Smin 3% 4 &, KB 1 W, B 1ml ZAE K, ik 7
EPABCHEAGIH BRIGMEDR . ERBE.HT
EBHE R E, EEKE R BEER K, TRE KBS
HARHL, BMENERE,

BRHE:

PS3PHHEAIM A MR B4 8 A, Bd - 2 HHE MM A
B MR ARG BHED R 5 NI T S0 N, T BB
a0 fE %, H B P53 .Bcl -2 KSR,
1.6 %itFF%

EHARERA  RBETHRITELE,

2 &5 B

®1 HNREASARERRR
200 MR ERMMBTRE AI(%)

H 5l 3@ 8 &
bk 6.17 4.31
M 18.63" * 8.32"

" P<0.05 *T:P<0.01 5XEALE
®2 WRASAHAREE P53,
Bel-2 X MREHME I E(%)

A 51 38 8 A
P53 X4 18.60+£5.17 12.80+3.25
2T 36.70+8.23 " 21.30+5.68" "
Bcl-2 XtHE4 6.0£2.13 3.20+0.32
EEEN 3.0+0.04" 2.40+2.01"
*:P<0.05 *7:P<0.01 5X WAL

1 P3EEERBRGE LEAMEP ML EARE SABC
X 200

B2 Bd-2EERRBRULEFABIHERARZ
SABC X 200

3 RE3AKEREXRE TUNEL & <200

4 RE3RAKRERAHA TUNEL & X200



http://www.cqvip.com

| gog httg://www.cgvip.coml

EEENKFFEE 2004 £ 29 %% 1 1 (Jounal of Chongging Medical University 2004. Vol. 29 No.1)

MBS AERAMAPI ERERBRE AR DY
A ®iX SABC X 400

B6 RE3IRAAKAPSIERERRRELRAMDH
B A %% SABCx 400

B7 REIAMEEAB] 2ERERSRELLRAKRG
# E B ®/ik SABC X 400

M8 RE3RMAKEABI 2 EREREREFEARG
B B B RiX SABC X 400

2.1 BREBARKER MEA T

®10R,3 .8 ALK AR H%E ARt
HMAWHBNEL(E1.2), ABEHER(P<0.05).
22 BREBAHKKLZ MK PS3.Bc-2 &9kt

K2R, P3EASRRHALRAE R, 44
S8R BEMHMERA HERL X EA
HEMEL(E3.4)(P<0.01),8 AR Z#HML, Bl
-2 7 3 AR HAERMK(E 5.6), 3t B4 81K
(P<0.01),7E 8 AR ARKK, 5 BHAA B EH
ER(P<0.05),

3 i i

3.1 SRAELEMEATHFLEEEL

HHEARGBRESEREMEAABRRGHNR
FEHKRE, MANEBEEASHEESRE LEA
AT, BMOHEEAE, AMEMA TdT # &8
duTP 8 O R %4510 (TUNEL &), i 55 SRk
BAEMAMEE, RSRELEARLERKE
TR Mkl AR B R MRS, LUAT R BT
RERV WL MANBREEIRRAR A
AR
3.2 P53# Bcl-2 B RAHKRKLE Mg £X

P3EHREMTFARIT ER6KEE L
(7P ) AR FETFHENE P53 ERM T ELE
V¥R RAKEPEE, ZFARA TS
1£,P53 F ABEFPRE A RIMEAR, E¥EFLE
RMP3EARAARAEAKMHER, KgREd
FEME AR AR ERE TR, %5
RN DNA ZHEHE  BWAKE S REL, &
MERE GL R G2 Y, BEEAT,EH4
L P AR P53 BERIAKFRK, X405 DNA
WGE, P53 HEME, PS3EAME, UK LMK
WA, SR DNARLUBE , RIFARERHAKN T
B, MREEAM . PI3EARFEAR.EAES
MR, YPS3ERARERTH, REMNPSIE
HARS I EAREAENERRFEC, FBAREK
K MEEED, AHREBARE 3 FH.8 At/
HHEEEREFEARPSI BEAREL, XNAT
P3EESS5TRRELEARBTHEE, £
HRET,

PR #H Bl -2 B F AR AHE 18q21,
ERENFEEAMNFEMNELIEIL(THE 30 7)



http://www.cqvip.com

| gog httg://www.cgvip.coml

BEENKFFIR 2004 £% 294 % 13 (Joumal of Chongging Medical University 2004. Vol. 29 No. 1)

iR CVVH/CAVH 4.0 I §E #9 ol 3% 1% 01 B8
BT IHDA, HARMEREGRITERE L. &
4, CVVH/CAVH R BEME M B Bk . F'F LR E
FNRE B MK L, A1 IEARGAMLAE | I BR b 7K e 2% 4
Bk e K BB % R I g O

HHEl CVVH/CAVH AX A F CRF 3# & CHF
RTETT R R T A T O FEAR BT
BRSO h FE35 18 MODS! & #4 . B
CVVH/CAVH 8E 7 BR 58 3 e A% 4 45 1 1l 8 28 5 9
O M EBRR R AT, AT KD

2 £ x W

[1] W, IR, &% nMRELSFBEIM] 81
A&, LA AR DA i RAL ,1999;87.

[2] Ronco C, Bellomo R. Continuous renal replacment thera-
py:Evolution techology and current nomenclature[ ] ]. Kidney
Int, 1998;53(suppl 66):160.

[3] ZRE,BMOB . BEO0,5F ESENRETRTHEE

SESMEEIHREE RPN AL)]. P EARRE, 1999;
38:802 - 805.

[4] ZFXRE, MR E Y kL1677 R N FIR
FHREL)]. B 5ET B BERE,1999:3:266 - 272.

[5] Tetta C,Mariano F,Ronce C.et al. Relevance of platelet-
ing in inflammation and sepsis: mechnisms and kidney removal
in extracorporeal treatment[J]. Am ] Kidney Dis, 1997; 30
(Supple)4:57.

(6] Lauer A, Alvis R, Avram M. Hemodynamic consequences
of continuous arteriovenous hemofiltration[ ] ]. Am ] Kidney
Dis, 1998;12:110.

[7] Ouseph R, Brier ME, Jacobs AA, et al. Continuous ven-
ovenous hemofiltration and hemodialysis after orthotopic heart
transplantation J ]. Am ] Kidney Dis, 1998;32(2) : 290 — 294.
[8] Brause M, Deppe CE, Hollenbeck M, et al. Congestive
heart failure as an indication for continuous renal replacement
therapy[ ] ]. Kidney Int Suppl, 1999;72:595 — S98.

[9] Bellomo B, Farmer M, Bhonagir O, et al. Changing acute
renal failure treament from intermittent hemodialysis to contin-
uous hemofiltration: impact on azotemic control[ ] ]. Int ] Artif 0
rgans, 1999;22: 145 - 150.

<:>-<:>.<:>-<:>-<:>-<:>-<:>.<:>.<:>.<:>.<:>.<:>.<:>.<:>.<:>.<:>.<:>-<:>.<:>.<:>.<:>.<:>.4»..;\..jl,.\">-<:>-<:>-<:>-<:>-<:>-<:>.<:>.<:>.<:>.<:>.<:>.<:>-<:>.<:>.<:>-<:>-<:>-<:>-<:>.<:>.

(L% 26 W)
WENEOEYLERE. KM ERRR Bl -2
MHERATHRES, Bd-2 EAEBE . HEM.
ERAE F 2R RSH,ERAHAEAAN Bl -2 &
B RERA R TR BB ELEAN A REH"
HANH BN BRI , 40 FE R A0SR 400 | B R
mEmaARsE", AREATEh THARFESHE
(Y EFRRSIRAN, — S E NN E KA
FERSIRMIE T, T Bl -2 E—Ft gk, b
MEHATENDBESHOR T, AR RA, FHAE
F38.8 f8,Bcl -2 HEEEE, RUER M
T Bcl -2 WRE M SR E LR,
SLEFR FERMHREERRE LRAK
WA AP R E LR P53 BEAMEREMMEH
Bl -2 HEOAFRBHEHAMAKERTMERAN. P53
Bl -2 A EEEFEBRRE L EARA T
EPEEEEEM.

8 £ x &

(1] ZF 3, KR FEEHRREERMPIR 5K
BrFEL)]. BRELBH R, 2001521326 — 328.

(2] ZF i,ZA2 MERXRMERE L ARETRE
B{J]. PR BZE, 1998;34:461 - 462.

[3] Kastan MB, Onyelswere O, Sidransky D, et al. Participa-
tion of P53 protein in the cellular response to DNA damage[ ] ].
Cancer Res, 1991;51:6304 - 6311.

(4] Hollstein M, Sidransky D, Vogelstein B, et al. P53 tumor
supperssor gene[ ] ]. Nature, 1991;531;453 — 456.

[5] Mekrantz W, Schlegel R. Apoptosis and cell cycle[]]. ]
Cell Biochem, 1995;58(2) :160.

[6] Cory S. Regulation of lymphocyte survival by the Bel — 2
gene family[]J]. Am Rev Immunol, 1995;13:513 — 543.

[7] Hockenberg DM, Zutter M, Hickty W, et al. Bel — 2 pro-
tein is topographically restricted in tissues characterized by apop-
totic cell death[]]. Proc Natl Acad Sci USA,1991;88:6961 —
6965.

(8] ZE7#,Bx &, KRz ,%.P53 M Bel-2 FEEFHH
MEEGRRE L AR EAREMR)]. PELARA
7:7,2003;21:180 - 183.



http://www.cqvip.com

