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 E:BHH KT HRANRE2COX-DAESZHEHMEFTFFH MR FHIER. ik A ZHESESF R BRI R
LR S L. A milk @R EaELS TR A E T (ANF)MRNA & A 48 U4 I8 A8 K 69 Rk 35 47 . WL &K COX-2 4 712
WHEH — FREA A HE RS EHIERERNGHa, #A real-time PCR &M fe ¥ mRNA #9 £k, R AnakhFx
FEmeRk @R EE G S F AR ANF,COX-2 mRNA # & & 3 A (P<0. 05) 5 3k # A T 2447 ) & 48 & W B 3% 509w L 2w fie
fle K (P<<0.05) , B B 4 4] COX-2 89 &8 (P<C0.05), ik FREA T ABL 4 COX-2 89 & & M4t & 48 & e by 78§
#s LI K .

KR ARSI R RACEE-2 55 MLt B K 5 & A e B
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Study on influence of COX-2 in cardiomyocyte hypertrophy induced by high glucose and insulin
Li Jinsong
(People’s Hospital of Shuangqiao District ,Chongging 400900, China)
Abstract: Objective To investigate the effects of clooxygenase 2(COX-2) in cardiomyocyte hypertrophy induced by high glu-
cose and insulin. Methods Use high glucose and insulin to activate the cultured neonatal rat cardiomyocytes,and take the cell sur-
face area.protein content,and atrial natriuretic area( ANF) mRNA expression as the indexes of cardiomyocyte hypertrophy.and
then observe the effect of COX-2 on cardiomyocyte hypertrophy caused by high glucose and insulin. real-time PCR was used to as-
say the expression of COX-2 mRNA. Results High glucose and insulin induced profound change of hypertrophic morphology.the
significant increase in cell surface area, protein content, ANF and COX-2 mRNA expression compared to control group(P<C0. 05).
However,celecoxib(0. 3 umol/L) could inhibit the cardiomyocyte hypertrophy and the expression of COX-2 mRNA. Conclusion

Celecoxib can attenuates cardiomyocyte hypertrophy induced by high glucose and insulin by decreasing the expression of COX-2.

Key words: Diabetes mellitus;clooxygenase 2;cardiomyocyte hypertrophy; high glucose and insulin

W PR 2 2 Tt A 0 AT P e = — o W DR e A A S
W AT H ™R . H I A B IR 48 5 1] 51 0
Ik 285 4 F0 Ty B B 4545 5 8 B LA LR RS 0 28 T B A I A1 A 0
FOLLFI /D A B BRRAE B9 B R P 0 UL (diabetic cardiomy-
opathy, DCM) ™10 LA JE J2 B DR 97 18 o JUL G 6 S 1) 445 A Bl
A5 SRR R O IR A A T B L
(COX) J& i 16 2E I ¥ B & W AT 91 iR 3 (prostaglandin, PGs) (1)
FR i L 43 COX-1 il COX-2 P, COX-1 4Ltk 2 3k 7R 1
FIEHE AL, — ok B 5GSBS R s & L3k 3k
COX-2 £ PN Bz 240 M3 1 %5 -9 UL 40 i 00 UL 40 1 b, o] 3290 1
A Y ERE IS 5 RN B0 R L W AE R E
SR REREEEERTY . AR RG-S
FAEA KB - TL-18.TL-6 , i 988 IR FE A T~ (TNF-o) 5 £ Ff
fREMAMEAE T2 5 THRFE N A4 R RIRY, COX-2
R S PO A ) ke A A AT LA B PR O LI TR H
I A DL AH DGR . B A B 5 R D v e R 5 3R AR O
PR T 76 B R 355 3% 1 320 B0 JUL A MR AT R AR DG B e i an
1 #R5FZE
1.1 SEEsy
Yo
1.2 muln FEkEfi 2R WEE . PVDF [#Ilg 5 Sigma 2
"] RIPA 2R (BCA & Hil i & W 3L B = R AW, PCR
3% 5% S5 & . TRIzol W { TaKaRa 44 T\ 7] ,DMEM #;
I3 A Gbico 23 H], Jif 48 15 W A B U 2= 2 H

1~3 d #%¥ 9 SD 3L Bl 3 R BE B R 24 S8 3l

L3 Oflani s 3=t g A RO BEBY B 1 mm® 45/
B, m 0. 125 % 1y R B 1) S Sy 5 40 M R, R A0 MR E &
(0. 25~0. 65) X 10° cells/L #:Fp T 6 FL 40 Mo 5% 35 4 . 46 I 41 jg
FETH A PH R AN MMk B 28 (2. 5~ 3. 5) X 10° cells/L, 0 T 25
mL 2018 55 3% 00 N A I mRNAG 3 Fp 24 fL 40 0 55 557 40 46
MEEER, BF5% CO, .37 CHFMP 3, OILAIEE
18~30 h G Al Wi kA K .72 48 h e W A K # g, Frlnsssk
BHIA 0.1 mmol/L 5¢-BrdU il 4E .0 JLANMI A K . 48 h )5
PR R SR AR SR R SR 24 h, & 72 h 3 TG M0V K 5R WOT I AAR
NRZ ARSI 48 h g TR .

14 SCiGsrel BRS04 B 4y 3 4L, (1) xR
4 - 454 M 5. 5 mmol/L; (2) BRI . % B 25. 5 mmol/L Jin ik
5 0.1 pmol/L; (3) S0 21 - FEAE T 4 /) S fith Fom FH T8k &
7 0.3 pmol/L,

L5 OfidfRmBRne BOA oA RmEER A
WEER L 2% vh i (PBS) 35 Uk 3 K, 950 Y L BE [ 2 13~ 18 min,
HE Je 8 )5 1 QwinV3 EHR 531 R 48 (P E Leica 24 6] £ I 82
A 20 i 0 5 R R 5K B R I 10 AN LT, S LB 20 ~
25 AR (B . MAE R 6 IR,

1.6 O LA M2 vk BE A A0 LA AR o A A T
TE VKA S0 T FRR 75 R A AR 40 B2, 4 °C 10 000 r/min .0
10 min, B35 W0FE B8 BCA 25 16 T 350 4 Ud WA 5 44 Rl A
o O LA M B B P

1.7 #We B R4 F (ANF) ,COX-2 mRNA ik
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real-time PCR. 3| # £ 5] : ANF IF X 4% 5'-TCA CTG GAT
TGG AGC CAA GAG-3', & X %% 5-TCC TGC AGA TAT
GGT GTT TTC TAC-3'; COX-2 iE SL4# 5'-GAA TCA CTC
ATC AGC GCA TCA C-3',Jz X4k 5'-CTA GAC AGT ACG
CGC TCC AGA TAC-3'; practin iF X ## 5'-GCC CTA CGG
TCA ATA CAT GA-3', & {4 5'-CTG CGT GGT TCC CTT
CGT AGA-3', ¥ 1 B Bs 4y % Sk 75,162,423 bp. 5l ¥ H
TaKaRa 44 TR 7 & M. P78 52 B LA 2 47 % 0 K 43
B I8 F real-time PCR 45 5,
1.8 it ab s SR SPSSI3. 0 #4748 3t 7 4L 3 . 3 7 BF
B s TR, D P<0.05 HESHSIT%E X,
2 & ES

SHEMEMERA AN R IR 1B 1, Xt
FEZH AN S2 50 2H 0 JULZH IS COX-2 mRNA 35 {H (53. 3+5. 6
39.542.8) HHIAI L (135. 811, 4) i, Z A il ¥ B X
(P<C0.05) . LK 2.

s Y ‘A
MERE EERCES: ot
1 EEEERZFESHONARIE X HE Z46(X400)

1 SUEBHERRESRFSHNOMAREX
Lk (z+s,n=6)

241 i 3% 17 R ESig s )
215 ‘ ANF mRNA
(;;mz/ccll) (;1};/10G celD
Xif B 41 398.5451.2 20.6+3.8 31.245.9
H55 T 241 1 006. 8463, 1% 50.446. 5% 166.3+18. 9%
S A 425. 6453, 2% 29. 443, 6% 42.847. 3%

* . P<<0. 05, 5% BRAL L4 . P<<T0. 05, 5 BRI 4L th 4.

COX-2

B -actin

1 2 3 |
1 X IR ;2 . 4] 53 52864 54 : Marker,
& 2 SR B EIES A0 U2 A AR X 5 R
BkNDEER

3 i ®

O WU JEE 2 2 TR0 PR o 45 AU PR 0 J8 3 o I A O 0
S PR R IR D ) SRR RS SE MAR AR SR R T R A
PRI 18 0T OB T 5 5 0 ] B AL 4 1 8 0 AL 0 5 3R
SRR . BRI A AR AL T BB AR A AR KT L AL B T
Vo LW 2 T i 25 2 5 S T o AT G e e BT 52 v ) 2 M A
I8 3 BUMME K- FOE By R e BE H 8THm  JE Um R R
MLAE AT SCHR R E . =B o B RIS E A ML R R S
S UE KB AR 0.1 pmol/L S FE 5 25.
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5 mmol /L 4 25 55 ) 300 LA AR B 4808E bR o 50 R 0 = e
LA PR 5E . R B0 UL A0 B 2 T AR L B B & & 1 ANF mR-
NA BB 8 Th . 30 ILan e k.

Bell Fl McDermott"'*) % 3 4 %t [ )i 78 O JULAE J5 FUAE BR 95
W& A R T S AR v R R R L SRR W RO O LI SR 1 K
AT RE S R R A PR A — s A et . COX-2 J& 4 E L
T AR v R B A 5 0 A R, T LA Ak 7R AR DU R 7 AR
PGs, 5| 2 # 8 4 5 I, COX-2 4 3 35 /K 15 48 i S I 1 7™
R E A YA, COX-2 Y 2 34 ief i) th B g . F TNF.IL-1
AIL6 FEREHMMAE T, WAMRER,COX2S25T.0
WURR JEE F) % A L 2 3 AR L 3 COX-2 T] RE 7R 4 B s 0 LT JE2
PR EEAEH.

ARG 45 7 o W v TR O 3R IO UL 4 A RE R Y T
B}, COX-2 mRNA [ FRE B B3, — % 2 1E A0, 38 = b
o 1 K A 0 UL AN M HE R T BE 5 O COX-2 KRBl
Ko RiE—EwE COX-2 760 WLAN M B K v i 78 . A B 5%
R T COX-2 ¢ 515 BHL 07 51 FEREMIAT T HEIWAN
Mot . R T TORTE M AEME COX-2 ik iy [R] &, 7T L Xt
B W B Z A 0 LA IR K, i — A E S8 COX-2 &
5T mbEE ke 2500 EEX.

g5 1 Tk ACHIE G A R R 0 R A5 SO LA R T A
TUGERY COX-2 5 L3O AL il %25 D0 A0 56, i IR o0 JILAE )&
FOIR ST SR AL 7T 00 SR B AR AR IR O T R AR HE e AL M AR AR
HOIR Y7 W DR O IULAE B 1) 24 0 B 418 7 B il 29 S
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MEREAXEEENRM

FAES S n Neck Ly
5335 07 =
I B e 542 0.83+0. 14 1.05+0. 12
SRR 234 0.84+0. 14 1.05+0.13
A L AR AR R ()
<2 500 39 0.90+0. 14 1.004+0. 13
2 500~<C4 000 667  0.92+0.16 1.024+0.12
=4 000 70 0.95+0.15 1.04=+0.13
3% Jr 2
N T W3R 133 0.90+0.13 1.0940.12
RA MW 384  0.84+0.16 1.06+0. 12
a1 3, W 5F 259 0.7440.15" 0.974+0.13~*

*:P<<0.05, 5 N THEFR AR A L4 .

3 i e

T LA A 2L CWHO) B B 0 B A 8 R i REIRT
B AN 5 A B IR L 5 R B G R AT BT RRAE A 4 B e
I o BTGRP S — il 5 0 R G R [ B R — Rl s
TGRSR R 3 VAR G I B . U fE B 5 2R R TR K
FE— AN BB N L R ST R 0 1 0 1 R BB B R 5
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IKBNWEAA . 30~40 2 A 5 W (E A0 X Fa g . AWFR AR
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FREF 201159 A% 40 5% 258

S B MR 7 SRR ) 5 0 2 B Al R LR IR A B R
BE L N LW SR8 B B dee o WL 3 ™ S 1 S 5 Ok Tl
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