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tected with terminal deoxynucleotidyl transferase biotirr dUTP nick end labeling and Annexin V/PI binding assay.
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Cell viability was measured by Trypan blue staining.
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Aim To investigate the effects of hyperglycemia on normoxia and hypoxia apoptosis in primary neonatal rat

Methods To culture the primary neonatal rat cardiac myocytes and exposure to normoxia and hypoxia en-

The hypoxia environment was achieved
Cardiomyocyte apoptosis was de-
Results In

33 mmol/L glucose group cell survival rate was lower ( P< 0.01) and apoptosic rate was higher ( P< 0.01) than those in 5.5

mmol/ L glucose group in normoxia condition.

optosic rate was lower ( P< 0.05) in 33 mmol/L glucose group than those in 5. 5 mmol/L glucose group.

cultured primary neonatal rat cardiac myocytes, hyperglycemia induced apoptosis in normxia condition.

However, in hypoxia condition, cell survival rate was higher ( P< 0.01) and ap-

Conclusion In

However, hyperglycemia

plays an antr apoptotic protective role in cobalt chloride mimic chemical hypoxia condition.
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1 HRSEE

EFNI 5
HA 1~ 2 KE Wister K R(FEERAZELR
HE), BELR REaR.AME el =
(Sigma /2 E]) , DMEM/F12.DMEM 1% #% % 7 % ( Gibco
nEl), R vE (o B A I R EREEE YA FE),
1 eractin( K X 8 £ £/ &), TUNEL-POD J& {8 1
#3937 & (Roche A &), Annexin V/PI 1& 7 & ( 4t
RERANE)
1.2 AR OCAHEREEFRREE

B A 1~ 2 KH Wister KR 30 2, &, L H
5B BE, T4 89 PBS(0. 01 mol/L, pH 7. 2-7. 4) #
%, WA, 0. 1% R E G 8T 37 °C.80 v/min B 77 i ##
MW Smin, EE 10-12 K, BB RIERBENE LF
B 10% A& 4 f1 &-DMEM/F12 = £ 1k & 46, 1 000
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/min20 CH QS min, EEAM. B ERWH A
AR 200 B A RUE W R, BE L, A
10% fe4F 7 9 DMEM/F12 ¥ % 2 & £ 41 f, %
ZRMEEE 1 10/L M FEF I+, 37C.5%
CO, ¥ 2h, FHREMENE 4, £EF 0
WLn e B EHAE MK E E 5% 10'/L,
BANFTHEAMBBF L RBMERCHER
FIF, R, FLEZRF—FEZREH. XA
#i cractin FLE FE AL R L 2 QM.
1.3 SEEERREER

B3 KBS I H k4 10% fis 4 i 7 B 1K
$EA DMEM( 4 5. 5 mmol/L # 27 #%) 3% 5% 12 h 3£ 2|
BRI FHERE. EHEEKRE 5.5 mmol/L.33 mmol/
L #y DMEM, 4 7| #£ IE % 4(21% 0., 5% CO,, 37C)
FAMNE W B A (A 4E K E 200 Pmmol/L) 4 #F
TH % 24h.
1.4 BM=FeRNMAMEZED

SR XER[ 4], BRES 0.4% 6H ZWEFE
T FH 3 min, & 95% Z B E £ 8min, X4 T W &,
BB RS, FARTEE, MALEFE 5~ 6
ANEF, 14k 200 MR, T E IR R
1.5 HBERT- RN

K AT AN B8 dUTP 7 0 K 3%
It &ﬂi(terminal deoxynucleotidyl transferase biotin
dUTP nick end labeling, TUNEL) &l 28 ff1 J8 7= 20 g
JER VA 4% % R FEE Z1& E & 1 h, PBS #% 3 &, 3%
H,0,- ¥ B £ & 10 min, X & A IR M T & 1 478, PBS
#3 Ko 0.1% Triton X100 K £ 2 min 48 B 37 7L,
PBS# 3K, im50 ML R B &M, Z&HK A, BE
37°C# XM H 60 min, A BB im R SR EWEE
BT 1000 ku/L % DNase iv4 B, FH X BB A 2 Av
KR A1 89 Label Solution #H TR &F. B F &
PBS % 3 %K, #m 50 UL Cover-POD, iZ % 3 -, & &
37 ‘C# W% & 30 min, PBS ¥ 3 %k, DAB & &, % &
EER HAEH H A HET( x400) W& H &
Fo TUNEL fAEME S 5 £ T ONEREZAN, £
KEE~ FULe. FAMNEE S~ 6 MLE, iT#
BT A% a AT 5200 D), T EQHL A

Annexin V/PI 895 2 28 f2 U8 M- A Fi4 PBS ot
Kk EEE 5% 10°/L 4, F 200 VL 4 & % 4 ik &
&, fm X\ Annexin V10 UL, 3# X 4 ‘CK 5 30 min, /i PI
5 ML, FAbm 300 ML 4 A 4% P iR, S A 48 B OO
1.6 ZiitFaeiE

J SPSS10.0 4t it #k tF # AT S it 7. T H K

B FOR, AR KA X &%, P<0.05 4%
FEAFUFEX.
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2.1 DLHHBESHE

DL PR 5> B R 9% 3~ 4 h JF IR BEAE K, 15
BT NS M R AR AR Z AT, 4
12~ 18 h J5 °] W B> 4H L 4 3, #8304 50~ 70
R/ 53, 72 h A0 NG BE 2 A, T SR 2 O 2R, R4
JJE Bl 2 UPIRAE K, TR 2ARTE, A FLUN = £
TEBL 2 3%, H IR m] L4 P A%, 48 30 552 50~ 100
W 5y, B, B IF 20 . G 4H 4 % B oR 95% LA
AR aactin FH M, MO BT AR B 40 220K L ROk
WEEE .

1. REHABNZFLEEOIAEME (% 400) A N aactin 4

TBIE, B vz EXT A .

2.2 HRRTFERIER

TEIE® SN, B A FEIREZ 5.5 mmol/L B,
O VLA IRAF TG RN 95% 5 i 61 BV % 33 mmol/L I,
O MIAETE 2N 87% , %A ZHE R FE 5. 5 mmol/LL
PRI 8% (P < 0. 01) ; EALETBIFLER 4 264 T, i
EIFERE 5.5 mmol/L I, O WLZH i 4235 2B 9 70% ,
1 % B BE 33 mmol/ L B, Oy LAH FLAF V& 2 9 83%
R BRI FE 5. 5 mmol/L I TFE 13% ( P< 0.01) .
2.3 YHBEUAT LI

IEFEAMT, B EEKRE 5. 5 mmol/L B, /b
0 UL M T, F TS E N 13%; W6 & kR 33
mmol/L. I, ¥ =0 WIL4H A B 2 38, A TR T2
29% , %341 % BEM FE 5.5 mmol/L I8 16% ( P <
0.01) » 200 Hmmol/L 5k &l A= 0L 4= 25 140 T, 781 &)
PEA BE 5.5 mmol/L I, %2 2 O JUL A8 i R A= Bk 480 A
T2, AT Z IR 45% ; % B8R BE 33 mmol/L B, O
WLZH BRI T2 3R 34% , 051 & BEA BE 5. 5 mmol/L By
F#A% 11% (P< 0.05; K 2),

FEIE W A SE R, 33 mmol/L 8 & B O UL 20 g
AT T MR A TR SR B R T 5.5
mmol/ L. 7] & HEIS (P < 37 0.01), 3G 40 L Z 4 5.5
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mmol/L & & HE K ( P < 0. 01); M BRE AT, 33
mmol/LL ] %5 ¥ I 24 A 1 5 MO8 T2 F 4L 5. 5 mmol/LL
HEPEN B EBIK(P< 0.01), BEHIET- R85, 5
mmol/L & FE I = (P < 0.01), {H R4 A I 1 %
5% FE KT 5. 5 mmol/L. & & FERS (P < 0.01), 33
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B2 RRREZHEREBENSH TP YIORBIFIERELEE (x400)

mmol/ L 7] %] B V55 40 M 26 2 = T 5. 5 mmol/L i
BIFERT(P< 0.01) o TERATR SR 5 1 T % 40 M
PR AR A T o, B T RAE T dn fa =
PN elce( B 3, % 1) .

A JPREXT B (DNAse 1 2078) , B BtERTEE, C HIE

R 5.5 mmol/L HEIHE, D HIEH A 33 mmol/L HEIHE, E A4 5. Smol/L BATEE, F 29584 33 mmol/L HidjHH,

B 3. Annexin V/ Pl B9F XM L E
§E, 4 54 33 mmol/L i %5HE

%= 1. Annexin V/ PLRI4HAR{HE M &5 R

1 HIER4 5.5 mmol/L RETHE, 2 M IEH 4 33 mmol/L BZIEE, 3 W4 5.5 mmol/L iz

‘ E#EA B

WK - -
WA RWRETE MMRATR S WAME  RWETE MMET R SRR

5.5 mmol/L 89. 9% 8.2% 1. 8% 0.1% 54. 9% 449 1. 1% 0%

33 mmol/LL 74.5%* 18.0%* 7.2%* 0.4%* 67.6%*" 29.9%* 2.4%* 0%

a Ny P< 0.01, 5 5.5 mmol/L % 4 k4 LL# o
3 iR

AN [ 24t B 6T v 8] 260 B ) RN 2 P 2 R, (HL R 24
S HEhREA, W oMMt . AR,
KR vy TR 7T 5 A A B O T, 5 EOE SR R 0
LI, 2 ThAE B2 4R o SR N I e e 7 i o) R 4
4545 1 = B 2 —, 7E NP ER K P9 B2 4B, =
E¥ES R TE M E A RAE TN . B
ErREEMAETHESOUMBEETY, BTN A&

] ) B D L S S 5 RO LA LR T SR T,
FESREFM T, LUl REER S RESEILERSA
FAET A, FE SRR, HAC U 5 2K 58 0 SEORE B
fif, HEHE DR A RS, B, 5I1EW S %M
B, e R T W AE R RN AT RE T A A R BRI, AT SR
W3RN T SR AT A 38 9 A R Rp g o LA B A7 3
] ERDE GBI A o AR SEG & 22 % TUNEL
QAR R, £ IEH E AT T, 33 mmol/L % % K
B IR B R 24 h B 5. 5 mmol/ L 25 W B O L 41 P
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TENE RN B 8% , 4N T R IE N 16% , 1 7E AL &l
FEALBAR 24 h 544 F, 33 mmol/L 781 % 1% JUI 46 .00 UL 4H
HOAFIE T30 13% , 0P T-Z8 1 5. 5 mmol/L ] %]
PEET ) 45% P52 34% , BRAK 11% » 24 R S5
HIEFEE R —. AL Annexin V/PL 3 40
PSR ) 445 TR AR B AR 5 i ik 45 SR — 2, B LR 33
mmol/ 1. 8] %] 4 B 240 Hfa g B 9% T2 % = T 5. 5 mmol/LL
B A PR, (HTERT R 9236 2 4F T S a0 138
DA SR T o 3, B 30 9 T A o 9 T P A /D E
%1, 33 mmol/ L 7 2 HE I 2 FO 40 f o T R A B K T
5.5 mmol/ L 7 %] EF o 58] 28] A AR ARG s AR B AL 2 A
BRI P T R U T R AT B S B AT Y Ca”
BEAIR 40% HH 5%, 1 47 B b 2258 7] A 50 LR 3 PR -1
Bek1 Fh'™ " o iAW AL o i I RE 05 75 HIF-1 ()
Thee, FH EE 1 A R0 e SR A a4 ) 75 11 2 56
71Nt MU A1) R A5 3 O R A0 3 R 1a( HIF- 1)
EEfaE!, M HIF- 1o 7] ASE T 5 SR R TR
FIEE R 2 50 UL 20 i R AR T, AR DR 2 4R 2R B
BEATHE AL

IR S5 25 AT 5 1 PR SEBR B LA RF, SE bR
b, W PRI R AR i o P A AR W R R
LT HL e, R CR A s RE B OR,
W PR3 SRAE O AR B O JTUAE 0. T AR 3 I 58 BT vy
F g ERN, B TR E R . X E R
I R AT BE A2, R g RR A 10 JUL X 8 T 4 ) R
TEAE SR o 0 PR IA Co VLB U B G IR S AN R, X
ARGHPE A = A IR M = TS B R AR T,
SO AR — S EME . ALihgs R
W UAIE B AR T R 7 sk MO BE R A B R
X, FE RO O WU BB IR T 1 45 T GIK 54X
AT JE 3G b U A BB B X Bkt AL
ARG T 2R A R 5 AR E B, XA B TR O

THREFE PRI 2R L UURESE R B BB T 5

B2, AW TUE RAESE, £ I AT, mH
EIHE T R B UL D 0 1, S i AL SR S 0% 1
&, A A L e O T 4 A R A R R
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