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Effects of Soluble Epoxide Hydrolase Inhibitor on Pressure Overload Induced Cardiac Hy-
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[ ABSTRACT]
Methods The pathology changes of the hearts were observed in the pressure overload mice and pressure overload mice fed with
sEHi.
myosin heavy chain (&MHC), B-myosin heavy chain (B-MHC), skeletal muscle alpharactin (SM - actin) .
Results sEHi could significantly decrease both heart

weight/body weight ratio and dimension of left ventricular end systolic chamber, increase fractional shortening.

Gene, Atrial Natriuretic Peptide; ~ Gene, o
Nuclear Factor KB

Aim To investigate the effects of soluble epoxide hydrolase inhibitor ( sEH1) on cardiac hypertrophy.

Cardiac Hypertrophy;

Gene, B-Myosin Heavy Chain;  Gene Skeletal Muscle ot actin;

Semr quantitative RT-PCR was used to measure the expression of hypertrophy genes: atrial natriuretic peptide (ANP), «
Western blot was
used to measure the changes of nuclear factor ( NF)-KB complex.
It could also re-
Conclusion

duce hyperirophy gene expression, and inhibit the activity of NF-KB. sEHi might inhibit pressure overload in-

duced cardiac hypertrophy through the effects on NF-XB pathway.
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Fl# 2 ¥ % X R 688 RN (RT- PCR) % 44
W% 5 44 R K (atrial natriuretic peptide, ANP) % & . a
ALkt & & & 45 (cemyosin heavy chain, c MHC) % [# . B
AL 2 & & 4% ( B-myosin heavy chain, B-MHC) % [F Fx
B8 AL o AL £F % & ( skeletal muscle alpharactin, SM -
acting ZE W kik. HEFTRE, RHALR
RNA, JIl & A260/A280 B UL it R EMALE . DL 4
Ug % RNA R # 3 &k cDNA, # cDNA 4 Fl#% 1 1.1:5
A1 10 F B DAE 4 PCR R AL B HE 4R, BT R 5141 )% )
W7 1,GAPDH fE A W T B . PCR R R & 2Z:94C
M 1 min 58 CiR Kk 30s ™~ 72 CIEf# 45 s, £ 30 5%
&3, % /5 ¥ 4T 72°CH # 10 min. PCR = # £ 0.
8% T7 I HE % I Lk, HE R R AT R D R4 R,
RPN E mRNA A8 % & 35 & DL PCR =479 3 4
FEE LS GAPDH ¥ 3+ & EER LEXT.

KA 519 1E XL P 5] 51 P 7K (bp)
ANF GGTAGGATTGACAGGATTGGAG GTGATAGATGAAGGCAGGAAG 216
B-MHC GCCAACACCAACCTGTCCAAGTTC TGCAAAGGCTCCAGGTCTGAGGGC 200
aMHC GGAAGAGTGAGCGGCGCATCAAGG CTGCTGGAGAGGTTATTCCTCG 301
SM-cr actin CAGGACGACAATCGACAATC AATGGCTGGCTTTAATGCIT 194
GAPDH ACCACAGTCCATGCCATCAC TCCACCACCCIGITGCIGTA 300

1.7 Western E[J375

R R R AR G R R A & R UG 2 A AT
EHEE,10% SDS-PAGE Bt R 8.0k 5 # BE, 5% *
RE4 3 E B EHE 30 min, —H1 4 CH &, EE =4
FEIER 2h, HEE A ECL B & A B X LB
B,
1.8 SritFEaiE

#E L x ts &7, Al Sigma Stat 34 A # A7
ANOVA %%, P< 0.05 AN EZERAEFHE N,

2 # R
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*2. FENROERNKIEFIER

A m FEDE e Bk VY EVR NS
i ERAEET O FEER(mm) (mg/g)
BFERA  47.2% T0.02% 1.38%0.03 5.69 0. 05

FARA 24.7% £0.02%*  2.38%0.07* 9.99 0. 08°
Zi 47. 8% *0. 02% 1.49 F0. 04 5. 86 X0. 04

aj P< 0.05, SEFARHAKLAWALE.

2.2 ALBMIE oK BB HDH T X/ BR O BLAR
[EEE mRNA FiXHIE M

4 cDNA AR 3% LB # B J5, 2F € & RT-PCR £
Mgt R, FAREANROHFEH ANPLoeMHC . SM-o+
actin {15 B BT, BMHC £ik5 T, 1M sE-
Hi 897 A 2541/ R0 BRI 1 3R IE B M R ik
A5(P< 0.05, &2 F1 3) .

2. FEIBBRERESANROCINEBERERIEHELR

1.4 F1 7 AEFARH, 2.5 M8 NFARH, 3.6 M9 RNAWA, 10 hZEA

FEARATER . 1~ 3. 4~ 6 F1 7~ 9 1) DNA REH M50 29 10 1,105 0 10 10 Rk

3. DNA EIRAEHBIREN ZH N FOANEEEER mRNA B95R155 GAPDH BIEE{E

- L1 L5 1: 10

FARE FARA EZE FARE FARA 2y fFAE FARA 2y
ANP 1.03+0.21 1.2730.17¢0 1.1240.23 0.8910.13 1.24F0.12" 0.95%0. 14 0.80%0.14 1.1140.20" 0.86730.03
BMHC 1.2130.25 0.3530.13* 1.2810.17 1.01£0.13 1.2430.15> 1.1330.26 0.8630.19 1.20%0.18" 0.9030. 12
SM-cr actin 0.9810.01 1.08%0.13* 1.1020. 13 0.9010.12 1.0530.14* 0.94 0. 16 0.78%0.17 0.9430.02" 0.81%0.16
aMHC 1.5230.17 1.5030.12 1.5130. 14 14473011 1.3930.18* 1.43%0.15 1.3530.12 1.2530.13> 1.34%0.19

aP<0.05 bAP<0.01, SETRUUFMZGPHLLE.
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BARBUYIH P65 RIBZHIZ, 5 Cook &7 45
— 35, RALE LG /N WA % B KB 38 B 4 B0 -
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