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Protective Effects of Phloroglucinol on Cardiac Tissue in Heart Failure Model Rats
LI Jun,PENG Lin(Zunyi First People’s Hospital, Guizhou Zunyi 563000, China)

ABSTRACT OBJECTIVE: To study the protective effects of phloroglucinol (Phlo) on cardiac tissue in heart failure model rats.
METHODS: Rats were randomly divided into blank control group, model group and Phlo group [30 mg/(kg-d)] with 15 rats in
each group. Heart failure model was induced by aorta thoracica constriction in the latter 2 groups. The hemodynamic parameters of
left ventricular [MAP, heart rate, LVEDP, LVSP and the maximal change rate of left intraventricular pressure ( * dp/dfm.)], cardio-
myocyte diameter, plasma biochemical markers [B type natriuretic peptide (BNP) , cardiac troponin (cTnl)], oxidative stress
[MDA, SOD and oxygen free radicals] and inward and outward rectifier potassium current (/x,, 1,) were all observed in rats after
intragastric administration of Phlo for 12 consecutive weeks. RESULTS: Compared with blank control group, model was induced
in model group successfully; compared with model group, LVSP, =+ dp/dtw., ki, I., MDA and SOD contents of Phlo group in-
creased significantly (P<<0.05), while LVEDP, cardiomyocyte diameters, BNP, c¢Tnl and oxygen free radical were decreased sig-
nificantly (P<<0.05); but there was no significant different with blank control group. CONCLUSIONS: Phlo can effectively reverse
the cardiac hypertrophy and enhance /: and 7, in heart failure rats, associating with possible mechanisms to reduce oxidative stress.

KEY WORDS Phloroglucinol; Heart failure; Rats; Myocardial hypertrophy; Inward rectifier potassium current; Outward rectifi-
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Tab 1 Comparison of left ventricular hemodynamics index
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- mm Hg I /min mm Hg mm Hg mm Hg/s mm Hg/s

SHMEH 937162 3627178 13724115 75442 3042412166 25373£1746
BRI 804181 3575146 12584927 126473° 253611737 19824£1263°
FA=RA 905465 37924347 13274887 1024557 28263£1924° 2138441807

28 IR IR LR P<<0.05; SRR He A . *P<<0.05

vs. blank control group: “P<<0.05; vs. model group:*P<<0.05

F % LAl 50, 528 Fon B4 be 4, TR 4 KRR LVSP
+ dp/dtne ¥ 98/ (P<<0.05) , LVEDP BH 3% /111 (P<<0.05) .
FIRTZ LA, MR = 2 K B LVSP . £ dp/din 32 BH 138
J(P<<0.05) , LVEDP B i Jdi/IN (P<<0.05) , {H 575 L% B2 [
BARA Gt L (P<<0.05)
2.3 O AVERERSES

B2.27 T T 145 2R BR , w ke it et Sl Ay oo ik
15 B AR AT 5K L O RRUBE S DR B H O I 5 FH 9 i 5k % i
(PBS) T4t , AR U BT 4% i /R H MV TR 1] e FAE B T RS
K o BB AR AR, PR ER L E ROy, SRR DI R LR O
YIRS pm MR D) R, 64T HE Yoty , T2 WA T 0
EEIFIEE 10 A = A5 LT , 2R FH Image Pro Plus 6.0 3K {420 Fr 0>
MU EAE . AR AL A2 R ] LA 1,

=dp/dt..,

B1 FHKXROUHEEALR BRTEE (x400)
A IR REE s BASELAE ; CJH) R = e
Fig 1 Microscopic images of cardiomyocyte in each group (x
400)
A. blank control group; B. model group; C. Phlo group
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Tab 2 Comparison of BNP and cTnl in plasma and MDA
and SOD in myocardial tissue cell in each group (X + s, n=

10)

A5 BNP, pg/ml cTnl,ng/ml MDA, nmol/ml SOD,U/ml
SEMBA 1227311663 0.11£0.06 517142 157.36:£10.65
A 506,18 £79.48° 035+0.13° 5.53+208° %852+1237°
FAEZBA 2753546570 024£0.09" 1156238 133744958

Ejzs P R LA * P<<0.05; ST A . *P<<0.05

vs. blank control group: *P<<0.05; vs. model group:"P<<0.05
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Fig 2 HE staining of active oxygen free radicals in cardio-
myocyte in each group (x400)
A. blank control group; B. model group; C. Phlo group
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