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[ Abstract | Objective; To investigate the effects of dihydromyricetin of Ampelopsis grossedentata on
inflammatory factors and secretory phospholipase A, of group I A (sPLA,-I A) mRNA expression of aortic arch in
atherosclerosis rats. Method: Sixty rats were randomly divided into the control group, the model group, the
simvastatin group (5 mg kg ™'+ d™') and the high-, low-dose dihydromyricetin groups (40, 10 mg-kg ' - d™").
The atherosclerosis model was induced by feeding a high fat diet and injecting vitamin D, except rats in the control
group. After 24 weeks, the serum C-reactive protein ( CRP), tumor necrosis factor ( TNF-¢), interleukin-1
(IL-1) and sPLA,-TI A mRNA expression of the aortic arch were ohserved. Result; Compared with the normal
group, the thickened blood vessel wall, rough endothelial and marked hyperplasia of the smooth muscle fiber were
found in the model group. Besides, levels of serum CRP, TNF-a, IL-1 and sPLA,-I A mRNA expression were
remarkably increased in the model group (P <0.01). Compared with the model group, the area of vascular lesions

and the thickened blood vessel wall were slightly improved in the low-dose dihydromyricetin group. Moreover, the
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local rough endothelial, smooth endomembrane and mild hyperplasia of the smooth muscle fiber were found in the

high-dose dihydromyricetin group. The serum levels of CRP and IL-1 decreased significantly in the high-dose

dihydromyricetin group, sPLA,-ITA mRNA expression was inhibited in the high-and low-dose dihydromyricetin group

(P <0.05). Conclusion: Dihydromyricetin has good therapeutic effect on atherosclerosis rats. Its mechanism may

be related to reducing inflammatory factors level and inhibiting sPLA,-[[A mRNA expression of aortic arch.

[ Key words |

7V e AR XS A M R R N T Y BRI Bk R
Ampelopsis grossedntata [ 25 I w0 3 B9 06 M AR
Syt BRTE B S WU M 2 0 I A O
A RAF BRI E I, BEREAR /N BRI AR , 5% 3 ALIA ST R
FRRE T, RE TR VXS H 8 S BB 7 A il 2k 51 i 1y
PCPERR A o 300 0F 9 405 8 3 T, K R R T
DAL B ik 95 A 18 4k (atherosclerosis, AS) K B fiL g 7K
S L A A, 6 AS B — A BB A AT
XSGR N A BB Y E s — X R,
AN MR T RE HAT BT AS 19 25 BRIE o, HAA JT &
BB AS T2 R R G F SR o O IS e 2 R BT IR 4t
AS 19 ¥y 5T BEilt, Ko ik — 20 WL 5% T 2% RS A Mg 2R X
AS VEFIBL AR R D s B Al R S 4B 2R R D, Bk,
S AS R EUBERL, WG I 25 AU g R4 AS K
RAER T, WA 53 WA i /R BB S B A, (secretory
phospholipase A, of group II A,sPLA,-Il A) mRNA 3
K, G ARG TT AS 3R — 2 A9 SER KA
1 ##

1.1 z#h¥)  Wistar KB, MM, SPF 2, fK & 130 ~
150 g, 7P ERL R SE R sh b iRt sh W &
FAIES SCXK (#)2009-2002

L2 259 Rafkon e WA= (A5 i,
4l 98% , 4y 245 77 e M4 T el 1) SCHR B 7152 4 1Y
HERME ) , FARATT A (WL 4B 2 250 A BRA A
fit5 120301) 44 D, SR ( LSS ILHI 2,
it 070603 ) ,C S 4 1 (CRP) il 2 10550 & (B 5L
HAE W) TR ST B, 415 20120323 ), i 983 IR 5L K]
F-a(TNF-o) P 72 050) & (R 50 A= ) TR A 50
I, 415 201205) , 11 40 A A 2 -1 (TL-1) 0 5 55 &
(KFILHAEWHARAR AW, 5 2012045) , 54
RNA 2 B0 & (56 Promega 4 W], it 5 28218) ,
RT-PCR {57 & .DNA B &9 (AW THRAR L
1A 45 0 00145165, 00129355 ), 4 i it 71
Ry T E R G

1.3 {%#% Thermal Cycler HBPXE 02220 %! PCR
A ( £ [E Thermo Fisher /A &) , Universal32R %I & =
B DML (1% [E Hettich Zentrifugen 23 &) ) , MK-20 # 4

dihydromyricetin; atherosclerosis; inflammatory factors; sPLA,-II A

AR IR A (BTN BB AL #S A7 BR A 7] ) , EC105 7 A Jk
(S E TEC 22 F]) 722 BUA] UL Ay S B o ( kG
BRI AR A o
L4 5lYikit5 6 KE sPLA,-TT A A1 B-JL )
B (B-actin) 519 B AT, oy B EE SR AR W) T
A RAF A K.
2 Hik
2.1 BRI K52 HOREL 60 H,iE i R
FE 1 JE L BEHLAY A 5 A IE A R AR AT
H KRR E R mA A, HH 12 5B
TE B 2 MR DAL Ailt ) e b, At £ 2H 4% SCHR [ 6 ] 5 i
SRR — kM ip 4R D, 60 7 HLA kg, WL
v N R C2H R A T 10% , 0 [ B2 5% , B R
5% JHFR YN 0. 5% , N FE B A W BE 0. 2% , L il 1) B
79.3% ) . IR, IEH AR A 5K ig ik
HZE K, EARABTT 4% 5 mg-kg ™', e 2K WA A5 1
AL 4L (10,40 mg-kg '), K ig 425 1 K, A
S K, e 24 1,
2.2 FESLIE BRI RIRAGZSHTAE B 12 h, 45 2)
1 h J5 DK G SRR s W, JF I, 7 32 3 ik i,
Y ES I , ¥  ) & BT s 5 0 E CRP, TNF-a
IL-1 /&5, 3 £ ks, 88 1R B e 0 0 58 K&
RT-PCR #:3lll sPLA,-TT A mRNA ik,
2.3 RT-PCR 4] sPLA,-I1 A mRNA  Ff Trizol 4%
HCESIK S B RNA LSRG 5840 43 06 % BE 1 e L
afi i g i, 0 55 0 cDNA, L B-actin N2,
HEAT 2 o 3 A S R A W EE RN . )P A1 R sPLA, -
A, I} 5-CATGAAGGTCCTCCTGTTGCT-3" T i}
5'-GTGTTAGAGGATGTCTGGATG-3" , H 4 4 p= ) £
J& & 386 bp, W& B-actin, I i 5'-TGAAGTGT-
GACGTGGACATC-3", F i 5'-TAGAAGCATTTGCG-
GTGGAC-3', H: 4 14 7= iy K Jif 288 bp, sPLA,-11 A
(IR 26 1F R 94 C Wi AR ¥ 4 min 5,94 C AR 1
min,57 “CiB & 1 min,71 C ZEf§ 1 min, 3457 30 &
TEER B J5 T 72 C HEff S min, 4 C¥HIZIE B,
RGBS RN ) FR IR AL O BE Y 2. 0% 35t R W 5 i
HLUK 73T o FHBER A48 43 7 R 48 43 B % sPLA,- T A
<121 -



5521 B4 4 ) PEXEAFFERE Vol. 21, No. 4
2015 42 A Chinese Journal of Experimental Traditional Medical Formulae Feb. ,2015
AT IO R4 .

2.4 it SR SPSS 110 RGARIFAL B,
TR » x5 2o, Bl R 220087, BL P <
0.05 22 5 A7 et~ i 3o

3 &R

3.1 XPRBUARE R A 12,24 J, FIE
WL PO, B R A R R ] R BRI (P < 0.01),
FIASE AL ZH PE AL, 4 20 24 20 K B i A o O B S B )
W 1,

K1 BEVSHEBEXD AS KREEMZME (2 +5,n=12)
Tabble 1

atherosclerosis rats(x +s,n=12)

Effects of dihydromyricetin on body weight of

7l i RE /g
415 .
/mg-kg 0 & 12 J& 24 14
EH - 275 +47 446 £62 528 + 114
i - 281 +35% 231 +74% 198 +69%
EARATT 5 278 32 242 +105 212 +88
BEZ WA 40 281 +42 239 +93 207 +65
% 10 277 +38 236 + 101 201 +92

HE:SERHELED P <0.05,7 P <0.01; 5HMA LD P <
0.05,P<0.01(£2[).

3.2 XAS KR ESIKS WA AEWZ N IEw
A1 PN B B PR W 5 A TR 2 K R Bl kA RE S OR i
PR RS, PN 5 B 194 JEE B B Py R DAL R 76 VR A1 K
Z 2D, 9 H2 40 R Ok SR i 2, v BT o LR
e 5 THE S RUE A g 2 A1) 2 KRR M A RE R TR, Y
B LR, v 5T Vi UUZT 24 B S 38 A 9 28 91 B B D
TR WA R 5 R 2R S Mg R R R R 4R R
IS L JRy 8 P B BB P B O B vl BT i UL 2F 4
BRERA, WE L,
3.3 Xt AS KEUME CRP, TNF- il IL-1 7K - (1 5%
M 5 OE B 4 b g, AL 4 K Bl CRP, TNF-a, IL-1
KEBEBEFIERA(P <0.01,P<0.05), 7 AS
TR 5 A5 1 Iy 5 S5 AR TR A L A il A WL A A 2R
20 W] MRS CRP AN IL-1 KSF (P <0.05)
W2,
3.4 XFTAS KR F kS sPLA,-II A mRNA £k
SO S B N I s 1 G 4 AR R DL Tk &
) AS K EL sPLA,-TT A mRNA iAW 8 i, 51F
WA AAW R 27 (P <0.01), BEAA M
Z0[ [ F 8 sPLA,-TT A mRNA [ 3 ik, 5458 4
R AAB25 (P <0.01), WL 2,
4 itig
AS [ B2 R R 2 2%, AR EE 22 AS & —

il Z2 T R 3R S B R 2 N PR 0, 7E AS R AR R

<122 -

A IEH AL B, BEIALC FARAIT S mg-kg ™ 41D B WA MM
# 40 mg-kg 41 E. R A 10 mg-kg ' 41

1 BREWNEHHEEW AS XREIHBSHFELETHH N (HE, x
400)

Fig.1 Effects of dihydromyricetin on pathology of the aortic arch of

atherosclerosis rats( HE, x 400)
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Fig.2  Effect of dihydromyricetin on expressions of sPLA,-II A

mRNA of aortic arch of atherosclerosis rats
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