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[Abstract] Objective To explore the influence of recombinant human brain natriuretic peptide(rhBNP) on the ventricular re-
Doxorubicin was injected for 2 weeks to obtain the chronic
The inde-

modeling and cardiac function of chronic heart failure rats. Methods
heart failure rats. Then different doses of rhBNP were injected for 4 weeks and objective indexes were recorded. Results
xes were generally improved in the rats with thBNP injection. The left ventricular absolute weight and left ventricular mass index
obviously decreased in both middle and high dose group,but none difference was found between the two groups(P>>0. 05). The in-
dexes of cardiac function of the high dose rhBNP group were improved most obviously, with the systolic pressure, diastolic pres-
sure, left ventricular systolic pressure increasing and left ventricular end-diastolic pressure decreasing. right ventricular and diastolic
stage decreased significenfly(P<C0. 05). The serum and myocardial levels of TNF-¢/IL.-10 generally decreased/increased in the rats
after rhBNP treatment(P<C0. 05). Conclusion Long-term rhBNP treatment is likely to protect the ventricular remodeling and car-
diac function and of chronic heart failure, which maybe relative to the positive regulation on inflammatory cytokine network of rhB-
NP.
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3467

25 LVAW (mg) LVMI(mg/g) SI W 45 I (mm Hg) #F 5K JE (mm Hg)
A 3 R X 2 853.7429.8 2.540.2 1.3+0.1 101.546.9 68.944.7
i X B 21 736.6+38.5 2.1%0.1 1.7%0.1 120.14£5.6 82.0%7.7
1/t 2.432 2.023 3.397 3.051 3. 852
P 0.013 0. 029 0. 002 0. 003 0. 001
gx1 FMEZFSONEBNRBROEEMROMERER (TLs)
2451 LVSP(mm Hg) +dp/dt(mm Hg/ms) —dp/dt(mm Hg/ms)  LEVDP(mm Hg) > (bpm)
A )3 R X 2 118.7+11.1 4.840.5 2.640.7 30.9+5.5 432, 6450.5
ekt B X IR 4 145.3+5.0 7.240.4 5.3+0.6 20.944.4 401.7415.1
1/t 2.667 4.112 6.506 2.139 0.078
P 0. 008 <0.01 <0.01 0.023 0. 469
x2 rhBNP & HO B RO EEWER (L)
21 5 LVAW (mg) LVMI(mg/g) SI i 45 s (mm Hg) & ik JE (mm Hg)
i ) B X IR A 853. 7429, 8 2,540, 2% 1.340. 1% 101. 546, 9«b 68. 94, 7¢b
&% 5 rhBNP 41 833. 6424, 2 2.640.4 1.5+0.3 105, 745, 9dab 70, 923, 9dab
s rhBNP 41 803. 7439, 64 2.340. 14 1. 740, 44 108. 544, 74 73. 046, 34b
& 74 rhBNP 41 766. 245, §de 2.240. 3% 1. 740, 24 114,247, 6den 80. 17, 7den
F 5.190 4. 092 17. 468 4.112 6.201
P 0. 004 0. 003 <20. 001 0.013 0. 002
gk rhBNP & A0 RO EEHWER (1)
215 LVSP(mm Hg) +dp/dt(mm Hg/ms) —dp/dt(mm Hg/ms)  LEVDP(mm Hg) L3 (bpm)
i ) R X IR AL 118.7+11. lcab 4,840, 5eab 2,640, 7eb 30,945, 5 432.6450.5
&7 & rhBNP 21 125,747, 4% 5. 4420, 7db 2. 840, 9db 29,843, 5% 421.6+45.7
th 4 rhBNP 41 128.7+10. 6% 6. 340, 34b 4. 140, 79 28. 944, 8 423.8441.5
& 74 rhBNP 41 135, 39, Odea 6. 60, 5den 4. 740, 6da 25.146. 0 410, 7455, 1
F 3.338 10. 065 6.193 3. 650 0. 745
P 0. 030 <<0. 01 0. 002 0.021 0.532

*: P<C0. 05, 5t rhBNP 41 [L¢ ;" P<C0. 05, 5 @5 it rhBNP 41
B

41 A rhBNP 36 97 4 & il i thBNP ja 7 4. 5 4 10
o 54 4R 1 B REMNMERFES. 82 /.6
W85 R A BN ik B 18 me/ke. fdt HEAT HALL 25 T I8 I v A 4
RV ER K o IR HR AR rhBNP 4 77 41 I 1 S5 B A 3
L5 2 G .4 W4 F rthBNP 5.10.15 pg/ke. 4 H 2 # Ik i
S LW RS2 4 FR L A B IR 4T K0 g TE OB o R 4 [ B 4
TR i Ik S S AR AR B K
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FIHEA 20 G shk/NHE 0 54 #e FACH % il R KR E=
BBkl B AP IR R . 2 S R KR AT AL E L Y
LR 30 A8 Sy LA B S A ke S0 L 06 THO Y- 4R ) D 0 I 3 B R
B ALDLE. BE 20 min, FELILFLE LT RS E
(LVSP) &0 B 873K 5 (LVEDP) | /& .0 %5 N e K 1 FH#0
TR (Edp/do, FHEF LR LK,

He 45 ¢ . P<<0. 05, 5% 5 5 rhBNP 41 F &8¢ P<<0. 05, 5.0 77 38 38 %t I

1.2.3 i TNF-o IL-10 M E A 3l Bk 4 b Bl Bk
M2 mLEATHRE . FFEERE G .4 C .3 000 r/minfi & .0
HLE L 5 min, A M E T EOE . #% K ELISA 15 & 18
7 N E MLE TNF-a IL-10 B
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LA R0 IE SN A 4 LSV W S MR BT A 0 = IR AR TR

FRECZE 0 25 (AL 45 2 8] B B ' (LVAW) , I 5 R ot & A1 Bk . 31
BAELDFEREIE R (LVMD . B 00 52k 0 e 0 = Kl
KB (L) 2L E K E D), — &2 AR IEAE 5 (SD ,
1.2.5 .OWL TNF-o.IL-10 ik KM E  BUA O F O IR
DL 4% 1 mL/100 mg Jin A A= BRER K RIR &) 3K .4 °C .3 000 v/
min #.0 5 min, ¥ E I RICE T B0 8 T # B] ELISA KA
&R M E O L TNF-o IL-10 FikKF-.
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Fr AT R L Tt s Fon A LR A ¢ B K0, B4 |
BOR B R 225001, 2 41 R WG T L 35 R A LSD-q 5 50, &
Kok «=0.05, LA P<<0.05 NZEFHLI¥E L,

2 4 )

2.1 MIHRIFEFHONZBKROEEMRONREHL O
I3 3 v %t B LVAW LV MI 4 fele Je % B8 41 38 K, ST 45 /1, $2
REMBERFEFREN O T B KB O RET T ;0
BT HRAL o0 Jy 568 8 XoF FR 21 K B0 W 46 B L &7 3K L LVSP, =
dp/de ¥4 B R FEAL, LEVDP F i 3% 2 B 4 Bl 8 2 75 5 1.0
TEMKEBC I RRAETEW R, Wk 1.

2.2 rhBNP %t.0 H 3B K RO = B RO REMmE N S
&7 rhBNP 20k Bl LVAW . LVMI &0 J7 58 58 %) IR 20 A5
AL 45 /N, ST B s H W 41 [A] BAR T B, @ R AR rhBNP 4]
LVAW . LVMI £ f7 38 /) {H 22 55 T 483t 2 B L (P>0. 05),
k70048 thBNP 4 5.0 J7 58 08 4 W 20 L &, U 47 1 L &F 9K 1K .
LVSP.tdp/dt 4845 22 55 F G it % 2 L (P <<0. 05), {H
LVAW.LVMI.SI 2 % G i+ 2 E L (P>>0.05), o &l &
rhBNP &7 240 iU 45 Ji L &F 5K & . LVSP, = dp/dt ¥ & F .0 )
R IR ALK B, LEVDP I .0 ) 5% 38 X 4l v L & 5 &
rhBNP 2143 31 5 (% 3 & rhBNP 41 b 45 , 0 B B8 35 b IR 77 16 2
LI 0 s L 7 rhBNP 41 5 A6 H 4, i 77 i rhBNP 21 i 46
JE Pk B L LVSP, £ dp/dt /K FF+ /5 , LEVEP K F R (P<
0.05), W& 2. OEAERMAN LK ZEF LG5 E L (P>
0.05),

©P<C0. 05, 5.0 Jy g X AL LA 7 2 P<T0. 05, SR & rhB-
NP 41 H 45 : P<<0. 05, 5 i34 thBNP 41 e - P<<0. 05, 45 75 7
# rhBNP 41 b .
1 KR ME O TNF-o RiZE

" P<C0. 05, 5.0 Jy SE IR 4H A 7 . P<C0. 05, 54K ik rhB-
NP 4 [ %5 . P<C0. 05, 5 15 i rhBNP 41 % © . P<<0. 05, 15 & 71
H rhBNP 4 4% .
B 2 KRME O IL-10 Rz E

2.3 MO WL TNF-o. IL-10 3k K o0 ) 35 38 %F B8 45 1
W 0L TNF-o 3948 B 8 7} &5 (P=0. 022; P=0. 013),1L-10
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A ZE i 375 v B R B (P=0.046) ., 7E thBNP JRy7 4l S
O 7 ZEE X IR 4L A % e H A L R R rhBNP 4189 3 o0 L
TNF-a/1L-10 243 51 4 302 3 T e /34 w5 764 7] 570 4 20 1] 41
L o i ) i chBNP 21 %) LG AR R 4 rhBNP 21, i 3 o0 L
TNF-o. IL-10 JRAATEZR BB L. 25 42 7% = & rhBNP 44 il
5 TNF-o 7K % 1 %] 5 rhBNP 4] FR&(P=0.012), H.0 L
TL-10 235 /K - M % v 571 & rhBNP 41 F+ 35 (P=0.023) , X kb
77 FE U 4 B4 L % ) & chBNP 41 X A IL-10 B I w5
(P=0.040), TNF-a B 22 7 LG iH ¥ X (P>0.05), I
1.2,
3 it it

O WUE AR O NG5 )5 , F B 4 Rk 0 A0 A 2R
LA AL o B0 LA T K | 2T 4 Ak 25 B s L 5 0 I K B
ARG FRIAOIUER O EY KRR e 510 ) 5
Uy 50 F7 TEE U — 2B I T 0 WUEE R R Bk RO ) A ik
(BNP) & —F IR 3R B ) 12 A JAKON , 38 3 45 47 58 v
GHRGEMBRE-MEERRERRZRELE) ZH0 NP EN,
BNP i 0] 3 53 [ 43 100 0 55 43 0 25 3 42 . 52 A0 K J3 350 0 B A&
A N Tk B S & B0 JDLRE R % (0] Jo 47 2k 6 f4 4 H
SO ILEY . BT, chBNP R Sy 1A 97 2tk 0 ) 3
(244, 6 I PR L B 4 s @l T . T B 5 W oh-
BNP X0 U ZE 5 R B0 WU A4 A — 2 sl st 4 A PRt 4 3
it — AR ER  chBNP 2 &/l Kl TI6 97 18 2E.0 1 s,
st 0 WUEE R R B O D RE L DL B A Al Bl R 7
M 75 R O

ABIF S T0 kAl  B A 2 ek T o R R Y
LVAW . LVMI, SI % 48 47 0] J2 B K R0 = B O LVSP,
LVEDP, & dp/dt & B 4 5 W0 BiE T BE » 1 i) 428 52 e HiE 2
fig. LVAW.LVMI A, ST/, 32 B K R0 % 00 72 i
PR S FE L 47 Bk E L LVSP., = dp/dt A&, LVEDP #&/h,
B K B0 T BE M AT . B g 45 AR R L 0 ) 58 X IR 4K B
B LVAW  LVMI g f 2 o B2 R BB B 1 R, 9F B STF
W& T 25 b L R thBNP YA 97, K B LVAW , LVMI, SI
A i A E R rhBNP 4124 E 35 bR 8 48 P 5 rhBNP 203
A #— P UEEZE R TR E L. O J) 8% A KR
PS4 FE &7 5K L LVSP. £ dp/dt 3% 8] & F B, LVEDP 34k,
P 0 7 36 v Xk FR 2 R B0 B R A B AR 5 T 28 A ) )
rhBNP J&97 . KB LA 0TI REHE A5 278 A8 [ K7 B3 S LA i
i thBNP RS i KRR RE Bl . 456 & 8 bn . LI 45 R IR
7o 77 & rhBNP 41 Al de KRR B b st ok B0 B A Jo0 U dg
fE 7 & rhBNP 4 /9.0 LI W B0 B O F R 1 T vl &
rhBNP 20 . ji 2o Bl 0 % 76 M) D10 2% .00 2 BE 7T B 2 rhBNP
BT L T IR BN

W78 22 W 5 E 6 £ Ao IR Br 300 LI 4 o s R ile &+
WEOMER . A0 B R — b T A A TR A2 4% AN PR T
55950 98 40 M X R L A R L S B R T A0 I 4 L
PR P R B ERL 3R M AR R A R TR AR W 2 L 4
RANBE T o0 WA AL NS5 T O LEML . TNFa
Je — Tl T A R 40 4R ML IR T FE IR R I A0 L4T Y
F ik K- BAR B FER R AT, TNF-o £3KK P TR, 5
HOPLEKY . T IL-10 5 TNF-o M7 75— Fh bt 4 40 g
B2 m:" ", AR R R MERFEIN0
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VB N B2 A B TNF-o 7K P 850 i ) B 21 A BB W oy T T
10 KW X WA R RIES 50 W EH B HLH . 58 oK
ME M O JLE 2 b TNF-o 1L-10 & 3, 35 K W ] rhBNP
TG IT BE B R AR 48 T TNF-o K. 59 i 46 17 1L-10
Fik . WRAEK B 30 712 & LVAW  LVMI, SI iy 45 |, &
WF5E 2% & rhBNP 7T G858 18 52 W 98 0 B 43 0 » 44t 45 40 g B 7
R 205 1) SF- bR 2% L B AR E L M THT B ILE A

gi EriR KW B chBNP Al 8035 18 vk 0 5 208 10
T Ik — 25 B0 O T 8 L HON 4 RE 4 R F R 4% 1Y I 1) 1A
P A AT R 2 B O LR A 1 43 AL 2 — AR TR 580 L0
FHF A BEAT 1020 R (B I PR AT 35 B8 R A A o 52 0
M6 R 1 6 0647 458 2% [R) o 0 JEC A JUE 25 1% 35 A0 A AR 7 2 —
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