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[ ABSTRACT] Aim To clarify the relation of expression change of tumor necrosis factora (TNF-a) and angiotensin

(Ang (&) in hypertrophic mayocardial on stress load.

Methods Sampling blood and extirpate heart after 42 days in the cardr

ac hypertrophy model of exceed stress load were made by abdomen aorta constriction; determining hypertrophic exponent and the

concentration of Ang the plasma and myocardium by Ratio- immunity; determining TNF-a in serum and left ventricle by enz

yme linked immunoadsordent assay.

Results Left ventricle showed obvious hypertrophy after operation 42 days; the concen

tration of TNF-a and Ang (&) in myocardium heighten 6 folds and 1 fold than controls ( P< 0.01) ; Being treated by Captopril can

restrain the progress of left ventricle hypertrophy after operation and descend the content of TNF-a in myocardium 64. 14% ( P<

0.01), but can not descend to the level of shanr operated group ( P< 0.01).
< 0.01) and had no marked significance to the level of shanr operated group.

Being the content of Ang ®descend 45. 73% ( P
Conclusions The activation of cardiac renirr

angiotensin system ( RAS) by excess stress load result to heighten TNF-a in myocardium and it is probably one of the major adjust-

ing path of myocardial hypertrophy.
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1w E
IR
ARG A M Wistar A R, R E % 220~ 280 g,
HENEEAF IR YT CRE. IS H =
B, EBH30R: BEIIREFE: XELZIHE
AREE TABENKRLEFA NS BEA3mm KK
BEFfk, ELLARZA 0.8 mm R X% F HE = 5 fik.
AEEAEAR6H. QRFALE: BRAURKEF
BESRS, ELABREEBEEAREFAL. WFH
BTRAE: BEFHHREFEARSE 3 RUE BRAT R
S FHERE[T5 mg/(kgod)]. ZH LB ERE6 A
DK B b 4 R B AR E R £ 3 ok AL
fi. MEANEFEHRBEEANEE(LTA
NEFRBEMENR), FUHACEESKRELME
(V/Bwt, Hermann Wilson’ s /2 3,) 1€ %7 /0 ALAE A 8 %K o
1.2 MRRECENALAMERKE CFENE
B A BB o 3 mL, B T4 40 5 7| Ao 47 4
#1(0. 3 mol/L. EDTA-Na,, 0. 34 mol/L. & # # # sk Fn 0.
R2molL ZHEFRE) NKXEF, 4000 g F 15
min; B & F LA 47 500 mg, 87, fm\ 3 mL 0. 1
mo/L BB E THEIKEFEHARTE, LARME
B KB #AT. QAL H 10 000 g B L 20 min,
bR LR R vk (A R A & L R AR B
4 B R M) W Ang @8 £,

1.1

*1. BEMRKEEAE R ROEESHELENTK
Table 1. The changes of V/ Bwt after aorta- constriction 42 days

1.3 MERAEOCENELHBIRERF c FEM
ME

ARBEES ki 3ml, BT LHFEHIKEF, 4
000 g # /% 15 min; B A & F LA R 4 500 mg, 5 &,
MA3ImLKGEERE X THBFIREREHRY
¥,13800 g &0 10 mino. Bk & i DABEBX 4, % R
% (He Bk Sz A A & B W i 32 A A B R )
TNF-a & & .
1.4 ZotFEsE

15 A SPSS 4t it 3 £ (SPSS for Windows 10. 0) Xt
FREEHRTAN. SKE « s &7, AHEK
BREREFZFUESITENER, XAt BB, U P
<0.05 4 BEMEFTFE.

2 g R

EheEEmE L EE5FEENT K
KRB EEARE 42 K, DEESKELL
HAMAOERESKENESHFARLHML S EY
L 0 v R R 4 44, 46% F 63, 61% ;3 A5 0
5HRBEIESBRFRAMULTHEZ R, FHEET
A5 Eahikgs E#AMt, HOo=EE S A ERME
A= B SR E b E B E KT IR E30 kg 24
(P< 0.01; % 1,Table 1)

2.1

7 A n R (ke DEE (g) W4 VR NG feb A A0 = H/ R
BFARA 26 0.34 %0.03 1.01 0. 11 2.94%0. 11 2.07 £0.09 0. 8732 0. 010
T8 3 3 ik 4 7 21 27 0.35%0.03 1.47 %0. 19 4.3 10. 5" 3.39 10. 04* 0. 866 0. 0136
TEHE T T4l 27 0.3230. 04 1.03 *0. 13" 3.2%0. 3% 2.40 £0. 03 0.818 £0. 0113

a: P< 0.01, SFARALE; b: P< 0.01, 5 E3)kgs A E.

2.2 EANGAREMBMNEZOMEALNERKE
CEETK
KEMEESKAGEAR G 42 K, MLHFK Ang ©RK
BFAHAGREA (TR 7.5%), (HEEE
ZE5; RJGE T LB T 4L K R M 3 Ang IR FE RIS
EB kG HFRFARHH BRI P< 0.01) .« 4
SR B S B0 7 B ) T LA O B R RIS &
—IME ik R ARG E M. BEEIKGEE A G LU
Ang G EERBFARAT L 1 A5, FFHE@ET 7
Ja DL Ang OF & O K T 18 £ 30 ik 46 =
H 5BFAALHEZER. XTHSZE PO ML Ang

OF B 5K Ang ©F BRI, B8 W W 30
ki E AR5 0L Ang @F B 5 ML Ang ©F BT H
BXRAR,

R2 BLWHEMBRACECIMERKE OFELKL
Table 2. The concentration of Ang (© in plasma and myocardi-
um in the three groups

i) no KRE (100 M (107 9L)
BFARA 12 0. 64 0. 12 0.16 0. 4
T8 3= 3 ik 4t 7 20 12 1.26 £0. 29" 0. 17 0. 05
FERE A 13 0.6810.09"  0.131%0. 023

a: P< 0.01, 5T RUAELE; b: P< 0.01, 518 F 3K &= 4L ELER
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2.3 FEAGAGEMEME RO AL A EIRTE
HAFaaEaXTK

2R I3 ) AR A W B TNF-a, 170 JLZH 23
BIRet i, RFARH G ERAL, IE 20k 72 H0 0l
HTNF-a & 2R HRFRAT &L 6 f5(P< 0.01),
FEH I8 T P40 L TNF-a & 858018 32 30 bk 48 75 40
BEREMK(P<0.01), BhEm THRFEARHA(P<O.
01) .
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Table 3. The concentrations of TNF-a in myocardium in the

three groups
| n FEDE (107 %)
BFEARH 14 0. 064 0. 025
1 3 3y ik 4 78 41 14 0. 46 %0. 12°
FERE -+ A 14 0. 17 0. 04*

a: P<0.01, 5FEARHALE; b: P<0.01, 5Lk A4
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O IEME Ang G2 51 &2 O ULAE K O IE £ 4
WEERMN STz Ri s — S Wr RSt
JE 77 S 3, BoE OIVE R —IE RKRRA, £
JE 1 f s O LR R & A Hh it S B 3R E R

RSB o = 20 K BRI 3 AR AL I H TNF-a, 5
BORSEIG 45 AR . IE W I TNF-a & 2 4%
fiK, 240 R AR TNF-a RIEBH B 1, 36 5 i
T TNF-a 36 2, 75 3% 7k Be oA 2. AL e
HRE Bk 4e A8 41 O R B I B IO WLIE K, B SEES
HRFEAT LYy REM €, T E E kg 2 A5 \RFA
AR RAEAR S5 75 B o 4 2 38 KR 2 A ) R 5 A7 0%
RICER RJG 7S WO MR K O bR AR I 3 20
81 SR, I8 33Nk 4 45 4L TC R IR IR A, R DLt
TR K AR AL . $ s AR SR 58 I 3 3 ik 4 72 4L
FELE BB B O LA K, TG B0 J 3208, Bl IDhfg
AL FAREEN B AR SEIGAE R O L 2R TNF-a 7K
PR EF R, R RCR = O L4 2 TNF-a 1
Foak BRI 2B 2 B, (EAE PR I A i TE TNF-a.

15 =5 B ik 2 A Ja BT 38 T TRAE O LA K
FERE 2R, Ol Ang ©F BEARLERFERFA

AR E R, 40 LA 2R ) TNF-a R 35 B R
YRR T AR A H) O 32 B Bk 4 45 4 5 2 14
. X—2ER4ERIE 7 fm MO LB R O WL Ang
@B L TNF-a 7K P = 3% (B ] REAF1E 36 P AE A
KR HEEFHE 0N TNFa HEHE T
B, 7m0 AL TNF-a #7242 7] B 5 0 LA 2177 2R 1
Ang OF X, (@ T FiH TNF-a 5RFARHALE
TR B B30 vy, L 0T B8 A (R A2 0 LA I A7 7E TNF-a
FPEA R H AR . FRATIN I B KGR AR 0 =L
MR Ang ©F 7 0 = H/ 4R E LG AE I AH R FE X
TNF-a 5 72 0 % 5/ A 58 (1 M 0 FE B AT LU R, 45 R
KI, TNF-a 5 7c0 5 B/ AR EUAE A R P (r = 0.
881, P< 0.01) KT Ang @4 £ .0 = 5/ & & tLAE 1)
HFME(r=0.782, P< 0.01) . #&7% TNF-a 5 />
FEHE/MAEETTREREAGENEEN LR,

YU 3G 7R S80I, — 8 W 1) TNF-a 7] {5 %
FERC LN P S BAE R AR TR AR S B 4 I O
JULPA Y8 P TNF-a 7518 P R ) 48 47 a7 PO LA K 9 K%
AR R EE AR, kRO S R
— I B E K R RGEIE 2 DL TNF-a RIE_EIE K
HEPFERER, HIEE—R &R
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