2018 4F-7 H b A e A July, 2018
¥28% HT1H CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 28 No. 7

e

O )

P AR Z2 R 0 v AR ILAE T BRI 9 1 1
RERE BREA K E, ek, FAF
(1 INER R EIGREE L, M 5114365 2. ) MERFRSFSZE S T, )M 511436)

[#ZE] B® FRASREETEIEERBAFEER., FiE K32 2 SD KRRV N 4 4. X IRA |
RERUL AR AR~ 322 20 (B2 8 H) X RZH 45 T8 @ Am kL oy = 148 T Rl iniR 8 A )G, P AR
41200 mg/ (kg-d) JFISTEZLA[2 mg/ (kg-d) ] KRR AT HIVE B AR 24590, %F BRI R4 BRUEE 75 A AR K Hp
2524 6 JEJSHRUNL, 4323 103 LIS DU G 5 USRS R B IBOR A S KA T B A Uk A . S5 R SXTIRAIAA T,
FRH 2 1L 7 A0 =8 (triglyceride , TG ) ZK-F B & AR (P < 0.01) , SUAH [E B (total cholesterol , TC) | 55 % B A5 #5 H
JIE [ @ ( high-density lipoprotein-cholesterol, HDL-C ) FI 4% % B g 8 [ JH [& B ( low-density lipoprotein-cholesterol ,
LDL-C) /K- 1 TH(P < 0.01) 5 MARZ AR % Z 41 1ML 3% TC \HDL-C Al LDL-C B8R 2] g 2 AR (P <
0.01) , AERIZH I ER AT ULJ ™ VZ (4 400 B Al I 728 P R S 200 B, 72 A 2 0 20 R 3 22 2 O R mT DL ) R %) JFF 448 e g
WiV AR R BN, S5 PR M RE AR R IR I R BLAY TC A LDL-C /K Bl T 4 B e i A8 % s g
ILAE K FA B AR 7R

[R@R] FRZHE; mE A ; KR
[FESH%ES] R33 [ X#E#RIZAB] A [ XE4HS]1671-7856(2018) 07-0058-05
doi; 10.3969/j. issn. 1671 —7856. 2018. 07. 010

Effect of reed rhizome polysaccharides on hyperlipidemia in rats
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[ Abstract] Objective To determine the effect of reed rhizome polysaccharides ( R-Poly) on hyperlipidemia in
rats. Methods In total, 32 male SD rats were randomly divided into four groups: control group, model group, R-Poly
group, and Lipitor group. Rats in the control group were fed a standard diet, while those in the other three groups received
a high-fat diet. After eight weeks, rats in the R-poly group and Lipitor group were gavaged daily with 200 mg/kg R-Poly or
2 mg/kg atorvastatin for six weeks. The normal group and model group received an equal volume of physiological saline. At
the end of the sixth week, all rats were terminated. Serum lipids were detected, and liver and aorta pathological
examinations performed. Result Compared with the control group, serum triglyceride (TG ) levels were significantly
decreased in the model group, while levels of total cholesterol (TC), low-density lipoprotein-cholesterol ( LDL-C), and
high-density lipoprotein-cholesterol ( HDL-C) were significantly increased (P < 0.01). Compared with the model group,
levels of TC, LDL-C, and HDL-C were visibly decreased (P < 0.01) in the R-Poly group and Lipitor group. Extensive
fatty degeneration and inflammatory cells were found in model group rats, with the degree of hepatic steatosis and

inflammation significantly alleviated in the R-Poly group and Lipitor group. Conclusions R-Poly can reduce the level of
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TC and LDL-C in rats with hyperlipidemia, and alleviate the degree of hepatic steatosis and inflammation. Accordingly,

R-Poly has a good regulating effect.
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Table 1 Main feed ingredients and energy comparison of standard and high-fat diets

AR Standard diet

= BR R High-fat diet

BRI s

Feed ingredients
Mass percentage

SR (g% ) e 47 H (keal% )

Energy percentage

EHR

19 20
Protein
BoAILA
Carbohydrates 67 0
g s
4 10
Fat
JIH [ e 0
Cholesterol
e .
Sodium cholate
Y BEA 0

Propylthiouracil

B E o (g% ) Al 40 (Keal% )
Mass percentage Energy percentage

20 17

50 43

20 40

2 0
0.5 0
0.2 0
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Figure 1 Time-course changes in weekly body weight of rats
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Figure 2 Time-course changes in weekly food intake in rats
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Table 2 Effect of R-Poly on blood lipid levels in rats

205 Hah =g Al I e 5 E TR A I e IR B AR 1 DL e
Groups Triglyceride Total cholesterol High-density lipoprotein-cholesterol Low-density lipoprotein-cholesterol
X
0.90 £0.08 1.61 £0.33 1.56 £0.29 0.23 £0.06
Control group
S EIE .
Al 0.19 £0.05* 8.61 £1.70™ 4.42£1.36™ 8.10+1.85™
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AT A gk
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R-Poly group
74
Rk 0.69 £0.25% 1.59 £0.24% 1.47 £0. 17% 0.29 +0.09*

Lipitor group

. SXHRAAEE, P < 0.01; SHERIHMEL,#P < 0.01,

Note. Compared with the control group, ** P < 0.01. Compared with the model group,*P < 0.01.



rFE FL AR 2 75 2018 4E 7 A5 28 #4557 1 Chin J Comp Med, July 2018, Vol. 28. No. 7 61

YN RELAG AR AR YR R A A, LI 4, 4R
LAY = B KA DL Bl K ok A B ke
3 g

H AT K 1 8 IAE B9 & 9 , KB 45 st 4L R %
FVREA K, /AN o4k k5t 2 4 By M (an'
SRERAAE) | m B IUE 55 AR A ) 58 % DIAE O, 78
JE & A A 2 IR 2 B AT, A 0] RE A
B SRAL, 518 & IR A i B A
FE G HMNEMENR B s T A S 4 R IO | oy TR

A B

PR 505 38 N8 5 4% iz s or i AU e A
SOl AN IR i O R SRS 0, 0K v IR kB
P, ANASCRT i (0 R ] It 5 A2 1, 0K % 38 Tl 2
(LDL) 3z 1A i, i A Qs , i al (i T2 )
PR AR A O AR 4% B IR 3 1 (VLDL) 380 £
PRPENR T T, R A ) 2 AR A, Y e Bl e
il N (R AR IN e BN R (R
BB T /A I L [ P ol PR e % 1
T, AL [ B, R e AR A 5 51 ke R
MLIE

C D

AR B AR C AR YL D S 24
B3 KEIFREULE

Note. A: Control group; B: Model group; C: R-Poly group; D: Lipitor group.

Figure 3  Gross observation of liver tissue in rats
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Note. A: Control group; B: Model group; C: R-Poly group; D: Lipitor group.

Figure 4 Pathological liver changes by microscopy in rats from different groups. HE staining
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