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BRI ZH o SR IO IS T 5 W25 3R 2 1 R RO IUIE AR IR R B IV AR 2% LI 3 0 2% O 48 bR 2
WD WUEEAHSCHE (R IR M L, 5RO H AL, o IR T 41 B R s O U SRR RO IR 25 44 K B,
FEA O WLZHZY BNP &5 0 I8 2 40 A K R 11 mTOR M p70S6K MR L (P<0.01 BY P<0.05). Zit  #.0 kAR
2o U IUIE I K O Dl g S A il 0o IUIE IS, AL AT BEIRI4% p-mTOR A p—p70S6K HYFRIEH X,
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O UAE B2 J2 0 JULAR L el 48 475 B A i A=
JIESJEE P A R 25, LR AT 2 200 3 R L 2R 1 T
Hhn UBLET 4 58 LA ROV G ik PR R TR AL, 21T
FOO VAL o A WUIE IS — o 1 1 SO, (H
FREE i O NUIE B 2 S B AR & AR 9 5Kk B0 )L
T O FEFPEAE , BN g 2O I A 1 2l 57 16 5 [
U O UL A e 2 55 i B A bR, WL
Y RN EZLEH (mammalian target of ra—
pamycin, mTOR ) 3G 2O WLAR M AR 11 5 ) B
PRUZR  d e Va4 T i 0 A A0 B R R 4 A 1
4E 4557 1 (the elF4E- binding protein 1,4E—
BP1) R 408 /NIEEE S6 5 11 1# 7 (ribosomal
protein S6 kinases, p70S6K ) Aie i B 15 4 A1 in
BRI, HR O (QXY ) L s 2 K
EEERT DR TT , I PRI 247 TR0
Vo A SR A S uE M | 1% 07 BEA RO U R
SO LA I 2B, ASBIFFE R HIB 25 3R 355 K Bl
WUIE AL RS, #R5F QXY Xy IUAE JE K F AL p-
mTOR J% p—p70S6K FEik 52N
1 #R57FE
L1 %E3hHh

40 H SPF R fdtReifir: SD KB, A 2 (150+20)
g, IF i E B2 B i S s s b, SE50 3P it
HAMBUES - SYXK(J1)2007-2008 . 5 S 4% 57
5~6 HAaEimse, WFET R ESRFLR Y
Hul, B REIES SYXK(JF)2009-0069 .,
12 &

ML785 FI A=W {5 5 Ab BEAN 43 H7 &R 48, MLT1050
T kS B TR S 3 Re 2%, PE LI AR) Y ; SPECTERA -
max190 % Molecular Device fiff fr i, 7= Ho3€ & ;
S450D 7 BRANSON # 75 4L U A, 7= b 35 [ 5
HP BEGEHAL, 7= H H AR Smart View EIR 14K
. L5 BB A BRA R ™A
1.3 #hdn 5K

QXY HHlBHF IR AR (AT RERE M
B SRS AN, 207 173g, kb I L
BIFRBUR 250, K BIE R4, T4 128, ALk
JER 1:3, 4 T4 mL R & 258 3g, PR,
RN SR 29 A7 BR S w) AR 77 (HiE5- : H44024359), 75
AR R (i R 25 AT FR A 7], 090601) ; p-mTOR
UK (Ser 2448 ) ;p—p70S6K HiAA (Thr 421/Ser 424)
) F Cell Signaling Technology /A Fl; #HT GAPDH
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Z i PUIR (Lo20121013), K Bl BNP ELISA
(Lot40513 )35 & , Wy T~ b ( B ) A= R A TR
Nl
1.4 hhH A FER e 5 R 4T 0y ik

B 40 HLSD R U MR IR 1R S L8 UK
TG [P RS 2R AR A B A E BEER K, R 32 HHB R &
AL SR VAS HOCHY, FIPTEE R 4mg/kg, 4 5d
VRS 1R AR 3R ARSI SR 4 SRR RO B ETIE
SRS (P KA 28 (W] B 5 I 7 8 e e J5E 2 I
FETIERA, 7202 S 8<45% ) K R BB AL
Gy RRERIAL CH AR FE AL 5RO IR A R
PONHIEA 4 21, B 8 Ko 29 IoR AR A
BN YHAAR T T A S ROR = LR T, TR
BRI - 7 LAAE R K 10mE/ (kg d)FER , BER
1R, EARRA: THMNER Ing/(kg-d)HEH , &
KW QXY K /NAIEEL 43 5 T LS QXY A2y
17g/(kg-d) 4.25¢/(kg-d)IZFHER , K 1K, 54
VI LiE E 28d. AAEHHAT T R Fabrtail
1.5 #nld5AR
151 JB&

2 Wi RERS I G B A A5 S T RE L
e L B A D EEF IR AR AR (left ventricular end—
diastolic diameter, LVEDD) , Z=.0> %8 W 45 R 4% (left
ventricular end—systolic dimension LVESD ), ZZ:(»%
B3 %% (Left ventricular ejection fraction, LVEF) |
IEENAE4E R (left ventricular fractional shorten—

ing, LVFS),
1.5.2 I sh iy 2eAsin

LSRG AR 120, RIS TR B A SR
)T QAT SR BTSN TS P NINE S = G BUNA WAL
AEdy, JEIRE ML785 RIS S AL BRI 0T 2R 4,
RO EEHKARE (left ventricular end diastolic
pressure, LVEDP) . 72,0 W45 (left ventricular
systolic pressure, LVSP) ., 7& % N & fie K A4S b i %
(peak positive and negative maximal derivation of left
ventricular pressure, =dp/dtmax ).

LAV U FRENAK (brain natriuretic peptide,
BNP) &1 (974246, 5K ELISA #5 %

MRS 1 A, BGRp e 28 0 WL 2R 3
G T -80°C VKA1 AF, JH Western blot #:illl p—
mTOR .p-p70S6K £ [15Rik, FIHFEAHMEAM
JCH L LN S IREE IR 2R DG B, X LU TRIAEAS
IR R IA
1.6 sitodr

K SPSS 19.0 GEit o tir kP ab F . Bir s 2l
BJUSGE e 22 (R 29 R , TR PR R
FHER IR ZR 7 2293007 , Z 20 IR X R LSD—t A5
%o DL P<0.05 MZERIA SR Lo
2 #R
2.1 QXY &K R i 25 M) B UL 2R BNP 4% 9
Hr (LA 1)

22 QXY s KRR SRR A FeHeh (LA 2)

F1 QXY X KROBEHEOAAL BNP 2K (7+s,n=8)

25 LVEDD/mm LVESD/mm LVEF/% LVFS/% BNP/(ng/L)

EH A 3.540.46" 1.620.18" 74.25+5.52° 45.38+6.20" 197.07+28.25°

FEHIZH 5.73+0.53 5.4£0.56 34.37+3.62 12.5+2.44 501.39+125.92

ciliE+ il 3.65+0.37" 2.21+0.28"° 67.4+4.69 40.30+6.14" 240.29+50.53"

QXY KFlEH 3.82+0.32° 2.56+0.53" 60.13£5.76" 31.013.16° 314.93+93.18"

QXY /Il 2 4.62+0.43° 3.87+0.43" 48.37+5.31" 24.62+4.24" 367.09+37.14"
T SRR LR, " P<0.01

R2 QXY AR OAEMFEZN NFEMEIE (7+s,n=8)

5 +dp/dt(mmHg/s ) ~dp/dt(mmHg/s ) LVSP/(mmHg) LVEDP/(mmHg)
LR 6367.00+274.13" 4440.37+£141.37° 164.87+8.35" 4.25+1.90°
EHIZH 4353.75+234.66 2778.75+183.84 106.25+8.71 15.87+3.13

iR R A 5769.75+360.18" 4169.37+178.29° 142.25+8.48" 8.25+1.90°
QXY K2 5209.25+134.66" 3534.12+208.63" 133.25+7.24 10.12+1.45°
QXY /Ml 4705.00+402.13% 3089.00+183.98" 116.30+11.26% 13.12+2.58%

W SROZH AL, "P<0.01 5 SR ZH LA, 2P<0.05
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AL PR B A N A e, fEREUE T 7
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AE, HERZETCO ) e e 24 AR G R PR
J& T B KPR A Y . He EAR L
JEAFEBR I, A5 32 B A O B BH R, PR S S %
KB QXY HHIFEF ARZE IR (AT GRS b
EVENIIERE S LR 22 W Tas e € i)
B7 LB S A R L I e T . Th
Tl BEE 0 B BH Yo K 5 AR H 4 T i
AR s A AN B IR AN B AT R SSCRb
BT 5 AR ZE RS FIK s N EA TG I 5 ™ BN R, 12
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PR AR O WU AL L0 LET 24 £k 1 ) B3, 3 5
BT DABRORARSS . w2 G R ENR G KR
AT I B SS 2 2, AR IR B3Ry 180 D se AR
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ESERS , 22 2= DU A IBIE DDA T %,
O SRR BNP B R Thm, A6 C s s B R
fiE o BB UE A , B HA A 80w E MU RS,
W REA S 1 O LR AR, 2538 5 R BE R
WA o 28 QXY JRY7 )G , AR eSO IR E R
OIIRE WK BUO LR R, 0§ mTOR & p70S6K
FEERBRRIL . 255N QXY A BAUIRIT O
o 035 0 T R 114 [) 400 ) o L B A ) — oA 2k
2, 27 AN ABRAE RIS I3 Bh 1 AER R B AR
MEE R TR0 EY2# B, Ao S
¥, DA I ARREAR , BEARR AN H bR, FHALSI AT
fig 55 BH W 98 455 0 UL 4 B B A R mTOR B¢
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Experimental Study on the Effect of Qiangxin Decoction on the Cardiac Function and

Cardiac Hypertrophy in Rats with Heart Failure

ZHENG Xiao—dan', JIANG Wei-dong', GAO Xiang', NI Wei-bing', TAO Zhi-qiang', CAI Juan',
REN Xiu-mei*, YANG Ying—qiao’, GAO Jun—jie*
(1. Nantong Municipal Hospital of Traditional Chinese Medicine, Nantong Jiangsu 226001, China;
2. Hospital Affiliated to Nantong University, Nantong Jiangsu 226001, China;
3. Jinzhou Municipal Hospital of Traditional Chinese Medicine, Jinzhou Liaoning 121014, China;
4. Shuguang Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, Shanghai 200021, China)

ABSTRACT: Objective To observe the effects of Qiangxin decoction on protein expression of regulation cell growth and
proliferation in Rats with Adriamycin (ADR)-induced cardiac hypertrophy, and to investigate potential molecular mechanisms of
cardiac hypertrophy. Methods Forty Sprague Dawley rats were randomly divided as follows: ADR group, normal control group,
rapamycin treatment group, high and low dosage Qiangxin decoction groups. The morphology, hemodynamic, brain natriuretic
peptide, and relative protein expression of cardiac hypertrophy were observed. Results Compared with ADR group, Qiangxin
decoction treatment significantly inhibited the extent of the cardiac hypertrophy, improved cardiac function, while the expression
level of phosphorylated mTOR (p—mTOR )and phosphorylated p70S6K (p— p70S6K Jsignificantly reduced. Conclusion The present
study demonstrated that Qiangxin decoction significantly relieve the myocardial hypertrophy and improve the cardiac function, The
protective effect of the derivatives could be due to the inhibition of the activities of p—-mTOR and p—p70S6K.

KEY WORDS: Qiangxin decoction; cardiac hypertrophy; p—-mTOR; p—p70S6K

(EEF147)

the flow rate was 1 mL*min™, the column temperature was 20 °C and the wavelength of UV detector was 203 nm. Results With this
method, 5 compounds showed a good linear relationship (r=0. 9997 ) with recovery range 97. 6% —101. 7%. There were differences
among the contents of five saponins in raw and processed (steamed fried and sand fried) panax notoginseng. Compared with the raw
one, the contents of the 5 saponins in processed samples decreased and new components increased. Changes extent of both were
relative with the heat temperature. The contents of 5 components decreased more, and newly produced components increased more in

sand fried sample. Conclusion This chromatographic method can be used to content analysis and quality control of processed panax

notoginseng. The processing method sand fry is a promising method. The compositions and contents of raw and various processed
panax notoginseng were both different, which may be the direct cause of the pharmacological differences among raw and various

processed panax notoginseng, the more study about which is underway.

KEY WORDS: Panax Notoginseng; processing; Saponins; content analysis; HPLC
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