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# E.BH NEEAVEENASHSRENHRXALERSIG S h, HE 24 R4BABERAEABRSREXRKY S 3
A AR B K(NS) BT 4 FA#at4 20 mg/kg 73 ,C 4T 12 Flﬁl:ﬂa‘ 20 mg/kg £ iV 3E; B B8 R 4 B ¥ Mk AT AY
Wistar K A4 D2,% NSHEAHEF R, SWHYHEXR I RETLAEHS LA BHEMGTNEEZ 248, &85 5 T 4.8.12,16,20
B 24 B ¥ u KR BE B B3 ol 4 /R (SBP) ;24 )%]&éﬂq‘liﬁ%ﬁximi,%/ﬁﬁé:—vﬂd;é@ F R B/ B (RVW/BW) 48 i 8 /44
REWHW/BW) £ 2R/ ARELCLVW/BW); F A ZF-F4(HE) & & & MR S MLA R A F T4, 0 S P4 ie 4k b7 @ &
ARG kM e B s LG fe F KPR E 1 (AnglD) A 8% B A (Aldo) K, 53R SBP £ 8 A#m A\ CAREFH F DA(P<T
0.05);B 4 AT AL (P<<0.05),4525)5,B4 SBP LA %12, A £ 24 B3R 44T A4 (P<0.05 , &8 248 F C A (P<
0.05);C 20 16 A #nt SBP 8 24k F A 20(P<<0.05), e/ 2 & T DA, LAk 74,5 24 A AR ZF A%
it % &L (P>0.05), LVW/BW . HW/BW % & Lém it @ AR, A 4145 D 2090 B 3 An (P<<0. 05),B.C 484 A 49 2R ¥ 3 & > (P<<
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The after-effect of short-term use of losartan on blood pressure and myocardium in prehypertension rats
Zhu Xiufang ,Shi Genyong sWang Jing . Zhou Shaolin ,Yang Youtian
(1. Department o f Pharmacy ,Yancheng Health Vocational and Technical College ,Yancheng ,
Jiangsu 224006 ,China;2. Department o f Toxicology,Nanjing,Jiangsu 210000 ,China)

Abstract: Objective To observe the influence of losartan on rats’ blood pressure and myocardium. Methods To randomly divide 24 4-
year-old spontaneously hypertensive male rats into 3 groups. Group A is given normal saline(NS) ; group B is given losartan 20 mg /kg in 4-
week-old; group C is given the same dose in 12-week-old; To take another 4-week-old male wistar rats to form group D,feed NS served as
normal comparison. Each group was given NS or losartan one time each day through intragastric administration for 4 weeks. Follow up 24
weeks after stopping the medicine. Rats” SBP were measured through tail cuff method respectively when at 4,8,12,16,20 and 24 weeks’
time. After 24 weeks, cut off the head to take the sample, the RVW/BW,HW/BW,LVW/BW were measured through weighing method. To
observe the morphologic change of the cardiac muscles and measure the area of myocardium cell cross section through HE stain method. Ra-
dioimmunoassay was used to measure the Anglland Aldo level of the blood plasma and myocardium. Results At the age of eight-week, the
SBP of group A and C are higher than those of group D(P<C0. 05) ,group B significantly lower than group A. After stopping the medicine,
SBP of group B is slowly increasing and still lower than group A(P<C0. 05)as well as group C (P<C0. 05)until the 24th week. At the 16th
week, SBP of group C is significantly lower than that of group AC(P<C0. 05) but higher than group D, but quickly increases after stopping the
medicine till the 24th week and there is no significant difference between group A and C(P>>0. 05). About LVW/BW,HW/BW and the ar-
ea of myocardium cell cross section, group A increased significantly in comparison with group D (P<ZC0. 05), group B and C decreased in
comparison with group A(P<C0. 05),group B decreased significantly in comparison with group C(P<C0. 05). Through the observation of
the area of myocardial cell cross section under the microscopy,group A increased significantly in comparison with group D about myocardial
cell fattened and the gap between cells are widened. the fibers of mesenchyma proliferates. group B and D are similar, group C is between
group B and A. The level of Anglland Aldo in plasma and myocardium of group A increased significantly in comparison with group D (P<C
0. 05) ,group B decreased significantly in comparison with group A and C(P<Z0. 05). Conclusion To use losartan for a short time in trea-
ting rats with prehypertension can get the after-effect of reducing blood pressure and anti-ventricular-remodeling.

Key words: losartan; hypertension; short-term medication;after-effect
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I FE AT T SR s HoA R B A L. U, AR
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RS % y TR i SR 4

FTHRES 2014 % 10 A% 43 55 28 #

1.3 SEil2¢4b s SR A SPSS17. 0 34 4b 3404 BT A £
P TEs TR, Z AR B EBCR AR E R 7 £ 08, T L
K LSD-t #:56:, Lh P<<0. 05 HZERA LG4 5 XL,
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F 2 e ML DR BT B T A v L R A B O BN B g i
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BT T T Z SRR .
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20 6 A Y s 2 9 N T O P A9 S 1 T 5 A R A ST A
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