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[(FEE] B MRBEF LW ZHAEE(HLP) K A5 KF ek &R A TROGERANS ., Fik &
3 HLP K SR MK F R ELS ABRAA TCLA.TCMA . TC-H A FabkstBa, 5 & E% 3 RBE, 10
B KRR AR KT, i 7 =8 (MDA) A R AL M AL EE (SOD) | 4 Bt H Bk iE B A 4 B (GSH-Px) AT 48 2 8% 3 B2
ENE G o(AMPKa) F#8 Bl (LKB1) mRNA % i & AMPKa ., & 8 1L I 3 82 /& % & 8 o(phospho-
AMPKa) \LKB1 , % 8 A I % 8 Bl (phospho-LKB) & & Rk T, R HFHEATHRIL HLP X K &2 B
B2 (TC) B =8 (TG) AKE E Mg & & 2 B B2 (LDL-C) & MDA K F,3 & & % E M &9 2 B & (HDL-C) .,
SOD.GSH-Px % phospho-AMPKa, phospho-LKB1 & & % i5 (P <{0.05), £t B F LMW T 48 3% %
AMPK 2 5% , % & HLP K R e g K P, R APAEA .
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Camellia flavonoids improves the blood lipid level
via affecting AMPK signal pathway "
XU Yang' sWANG Weizhen" ,ZHOU Yafengl’gA
(1. Department of Cardiology ,First Affiliated Hospital of Suzhou University ,
Suzhou » Jiangsu 310006,China ;2. Department of Pharmacy ,Af filiated Shanghai Municipal Fourth
People’s Hospital , Tongji University s Shanghai 200434,China ;3. Dushu Lake
Hospital Affiliated to Suzhu University ,Suzhou ,Jiangsu 215000,China)

[Abstract] Objective To study the improvement effect and possible mechanism of tengcha flavonoids
on the blood lipid level of the model rats with hyperlipidemia (HLP). Methods The HLP rat model was es-
tablished,and the random number table method was adopte to divided the model rats into the model group,
TC-L group, TC-M group, TC-H group, positive control group,and the normal control group was also set. The
changes of rat blood lipids 4-item levels,serum malondialdehyde (MDA) , superoxide dismutase (SOD) , gluta-
thione peroxidase (GSH-Px), liver tissue adenylate activated protein kinase a (AMPKa), liver kinase Bl
(LKB1) mRNA experssion levels and AMPKa,phosphorylated adenylate activated protein kinase a (phospho-
AMPKa) ,LLKB1,phospho-ILKB1 protein levels ere observed. Results The various tengcha flavonoids dosage
groups could reduce the levels of total cholesterol (TC) ,triglyceride (TG) ,low density lipoprotein cholesterol
(LDL-C) and MDA in HLP rats, and increase the levels of high density lipoprotein cholesterol (HDL-C),
SOD, GSH-Px and phospho-AMPKa, phospho-LLKB1 protein expresion (P <C0. 05). Conclusion Tengcha fla-
vonoids may improve the blood lipid levels of HLLP rats and play the role in regulating lipids by activating the
AMPK signaling pathway.

[Key words] hyperlipidemia; tengcha flavonoids; AMP activated protein kinase; liver kinase B1; phos-
phorylated liver kinase Bl ;rats

5 B8 Il 5iE Chyperlipidemia, HLP) J& — F iifs IR % LU I 3% 5 HH [E B2 (total cholesterol, TC) | H il = fig
WG, FE B AR AR AR XL B 5 W R, (triglyceride, TG) AL 25 £ B & A A0 [E BE (low densi-
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ty lipoprotein-cholesterol, LDL-C) H: Ar —Ffr 5l £ Fh 5
FIEF KN EZRIE, TRk, fE AMTIRE
M ek AE HLP &2 8 L7, & D48 TG I iE
RRFFEALW R F A, HLP 5.0 6 55 2550 6 &
Y1, ander 3 5 R B A S S R 5 A 97 HLP
S Hog M If R R S Y, I RGBT HLP 2k H
T2 259 AR AT 2 250 H BRI 20% ~ 3520 1
LDL-C, HA776 38 hn 8 & At 32 09 )& Br L 53k
AT SRR YA LE A, B eI E A
I & & A A MR S 2 W) B, B
NG OR3P BT A A o iR S AR T X TR
T R AEROR I R B 2SR R A T
SAE G I L g W DR e A e (E A ST i i 1
YEFIBL ] i 38 3 /0. A B 9858 o & 57 HLP K RS
R UL e 25 8 6 R BRI Al 1Y) 5 L B 7R R O B
1M A 25 ) 1 5F A AR 2 A 3R AR 4 .
1 #MRE5F*
1.1 ##
1L1.1 S5%shih

SD MR 60 2, MG I (SPF) 9, 7 Ji i,
RE (2504+20)g. W [ b 50 4k 8 Fl AL LB s B R A
RN F] L A P2V T IE S SCXK (51) 2016-0006 . fifi F 4
AES : SYXK(5)2017-0022, 34 52 50 3K 45 2 ¥ 18
P2 B 4 14t E (TACUC 5 : 201801260019) , 45 &
SRIFEN . KREWASEH HKE PJOK R E 22~
24 °C B 65% ~80% . i B PR 3% 7 d.
1.1.2 2y XA F L

i 2% BT 4R B (88. 760, Horh A M E
89.56 % Mt E 5 3. 31U KK AF ARARAFD,
WARAMTT B (HEHESCS - R 2545 H37020089,20 mg. 11
REPBEL A A R A D , Ryt R BIR TR G L
1 « (AMP activated protein kinase, AMPKo) | 8 iz 1k
MR ER UG AL AR 1 I B o« (phospho- AMP-activated pro-
tein kinase, phospho-AMPKa) | T # B B1 (liver ki-
naseB1, LKB1) . % /2 1k i # i B1 (phospho-liver ki-
nase B1l,phospho-LKB1) Z 47 (¥ E Abcam 22 #]) , B
AR 40 A W i A A0 B9 L SR BTG TeG BT R (S Cell
Signaling Technology A #l), TC,TG.LDL-C il & %
FE B8 2 M AH [# B# Chigh densitylipoprotein-cholester-
ol, HDL-O) i 7l & (H AE b 5 4= Wy B B ey A BR A
")), 8 & AL W) B Ak B (superoxide dismutase, SOD)
N — [ (malondialdehyde, MDA) Fi1 2+ Bt H Bk i3 5 1k
Yy # (glutathione peroxidase, GSH-Px) i & (5§ &0
HREY TR 7100 & [ oA ML CH A&
Hitachi A H]), 5804R K 45 7 V% ¥k &5 .0 ML (18 E Ep-
pendorf 2 #]) . Spectra Max190 ffEFr 1% (3£ [E Molec-
ular Device 2 #)) , HL 7K AY (3£ H Bio-Rad A ), = 1§
TP (A mURE B P )RR R A D
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1.2 F#
1.2.1 HLP X SR & 5

60 HACRUE 10 HAE 4 1E # % B 41, fa) i 3% 3 1)
B, SHCH5], Hidy 50 HOR R . HLP AR AU,
BER B 45 T /=1 B ) ek, 4] MR AT R A Kk B A W TC
TG.LDL-C.HDL-C /K-, EZ2 M 5% 30 d J5 . @k
BUASE 12 h, %% 2 REH WK  TC, TG, LDL-
C.HDL-C 7K F, 5 fa) M &5 A5 48 BL 1l b #2, TCL TG,
LDL-C 2/ —F F+ 5 50 %, #E 7R A 0 pig a7, A g
IR B A7 B BB F S AR AR R R 3 HD 7 AR Al 4]
10 A . TC-L#4H 10 H. TCM 4 9 H . TCH 9 H.
PHPEXT AR 9 H, ALK A KA T IE
B OK .

1.2.2 2% 7%

RN T 24 h . R R K I R T 45 R R
TC.TG.LDL-C it HDL-C K F., Z #1785 T
T, R R4S 25 1 s AR 6 SR 6 ], 7 4% R ] 80 00 Y B
R RIS A WIEC L 10.20.40 mg/mL By TR B 4%
FH s 3 A 7T Az B ER /K e ) & Mk B 2 mg/mL
PRI AT TC-L 41 . TC-M 41 . TC-H 20 4% 5 4% B8 %t
i Ve B 10 mL/ kg T 5 T 4% 15 B VR B W, FH Mk R
¥ 10 mL/ kg HE B W& A T W, 1E F X B A S B
BRI #% 10 mL/kg B A B K, K 1 IR, EL
4,

1.2.3  ffigvg 5 Ae

KRB G2 12 h, I8 e 78 5 0 &40 8 1% %
U0 Ll 22 4 36 47 BRI, o0 IR 0l 3 500 r/min &0 10
min, 433 MLE & A . B 20 pL R AL A2 A
A M A 2 TC. TG, LDL-C 1 HDL-C 7K -,
1.2.4 ik MDA .SOD 4= GSH-Px # |

UM 20 pL, #911 MDA, SOD il GSH-Px 7k
L H R MDA SR A AR T HE R 5 L SOD SR %
= H A%, GSH-Px >k § NADPH # B L 82 4E
IR P i PR B Ui A5
1.2.5 M4 AMPKa ## LKB1 mRNA & ik #n)

Kl 56 58 I, b B8 45 A1 K R IO T VR AL DR AT 4%
. BURARERRFHZ 80 mg, % A Trizol % #LH
FFA 20 8 RNA LI AE B RNA B e B fal g, JH i 5%
SR & 5 5k cDNA, RNAKRR .2 pL HAYIEH 5]
.2 ul. cDNA B4, 10 pL Taq DNA B4, i XL
ZEK B R 20 pl, RN AF:95 CHUAEHE 5 min,
95 CAsME 10 5,65 CiB Kk 10 s.70 CHEff 5 s, 3 40
AEIA ., LA Bractin AN SN, ;AR CT H, 4%
HRASC 27250 3 H B3 A X R KK 519
FHI L1,

1.2.6 A4 AMPKa,phospho-AMPKa,LKB1 #=
phospho-LLKB1 & & % ik # |

WO B AR AE B A 21 100 mg., fin A 4H 218 [ il
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WATHALFE, VK F % E 20 min. 5.0 0 F 1 W ; BCA
ARy ORI B S 7 5O - RV Ol W = v e A Ll
JBE LK - FL % 2 PVDF R YRS, 5 00 I B 4 7% B2 IR 9%
H 2 h, in A —#%. AMPKa (1 : 1 000). phospho-
AMPKa(1 ¢ 1 000), LKB1(1 = 1 000). phospho-
LKBI(1 t 1 000).B-actin(1 : 4 000)4 °C 3 F 37 5 Uk
FE A BRAR 3 S A W i A iE R b, =R T R R
B 1 h, YERE R AT ECL R 17 5 68 [ 0, 1 2 T I
AR . i Image J 3 AF 5 BT R LA 2 B-actin
A AR, DL H M4 5 Bractin 250 KA LL
EAE N H I A I HE 3k K

x1 514 R 51
B 514951
AMPKa F:5'-ATG TTC AAG CTA CGT AAT ACG-3'
R:5-ATG GCT ACA ATC TGC ATG CAT-3'
LKB1 F:5-CAT GAT CGA TCG ATC CAT CC-3’
R:5-ACT GGC ATT ACT GCT GAT AT-3’
B-actin F:5'-AGC CAG CAG TAA CAT GTA-3’
R:5-CAAT GTA CAG TGG ACC TC-3'
F:iEm s R: /0,

1.3 %itzan

¢ AEF 20225 A% 51 A% 100

K H SPSS 21. 0 Ge it 2 3k s 47 B8 o0 A s i i
WRIA ot s o, 2 4] F SR FH B R 3 7 22 0 M0 s
PIPHREAS HL AR ] LSD- /36, P<<0.05 N EFA
gt FE X,

2 & F
2.1 3% TC.TG.LDL-C.HDL-C & -F b4

5 IEH %R 4H Ho A AR AL TCL, TG, LDL-C 7K F
F, HDL-C KRR, 2R A S B L (P <
0.05); GHIARIA H# , TC-L 4. TC-M 41 . TC-H 4 K&
PHAE X AR 40 TC.TG.LDL-C K R4, HDL-C /K F
ThEn, 2R AH G L (P <C0. 05) 5 B 45 B i 44 41
TC, TG, LDL-C, HDL-C 7K 3 7 fk 5 5] & 4 #i ¥
(P<C0.05), L% 2,

2.2 2% MDA.SOD.GSH-Px K -F tt#

HIEH T B4 b, BRI MDA K F It &
SOD.GSH-Px K F MK, ZR A G i 2% 8 X (P <
0.05); GHIRIA s, TC-L 44 . TC-M 41 . TC-H 4 &
BH X B 20 MDA 7K SF- B iR, SOD, GSH-Px 7K °F- Ft+
B ERA G E L (P <T0. 05); A R 4 4
MDA .SOD.GSH-Px 7K F 28 fk &2 7] & 4K i 1 (P <
0.05), L% 3,

x®2 FHAXRIME TC.TG.LDL-C.HDL-C 7K FLb & (x £5)

205 n TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L)
EFXIRA 10 2.21+0.25 1.2140.15 0.82+0.09 0.51+0.05
FEARIZH 10 4.56+0. 47" 2.3640.27° 1.7540. 20" 0.234+0. 02"
TC-L 4 10 3.9340. 42% 2.05+0. 22 1.5140.17% 0.2840.03"
TC-M 4 9 3.5440. 37" 1.84+0. 19" 1.304+0. 15" 0.35-0. 04"
TC-H 4 9 2.984-0, 31 1.6240, 18 1.0420, 12 0. 4240, 04"
PHYEX AL 9 2.85+0. 29 1.5740, 17 0.98+0. 11 0.45+0. 05
F 52.569 38.412 51. 267 79. 348

P <<0.001 <<0. 001 <<0. 001 <<0. 001

*.P<C0. 05, 5 IE % X B4 A" P<<0. 05, SRR ;. P<C0. 05,55 TC-L #4 Hge ;¢ P<<0. 05,5 TC-M 4 4%,

x£3 HHEXRMFZ MDA .SOD.GSH-Px 7K EEL B (= £ 5)

2H 5 n MDA (nmol/L) SOD(U/mL) GSH-Px(U/mL)
1E KX iR 10 13.32+1.67 371.31+37. 21 185.79+18.65
FEAIZH 10 25.5142. 63" 225.81+£23. 62" 111.61+13. 25"
TC-L 41 10 20.5642.07" 251. 65429, 45 124.45+13.02%
TC-M 4 9 17. 2541, 74 283. 46430, 64" 140. 34+16. 21"
TC-H#4H 9 15.5741. 61 321. 69432, 87 157. 15416, 04>
H 2 %) 16 2 9 15.1241. 60 328. 25433, 18 161.284-17. 46™
F 51.367 21. 584 22.693

P <<0. 001 <<0.001 <<0. 001

“ P<<0. 05, 5 IE R BB " P<<0. 05, GHII A EL ;¢ P<C0. 05,55 TC-L 41 4. P<<0.05.55 TC-M 4 lh#k.

2.3 HF4 AMPKa.LKBl mRNA % ik pbig

A 4140 AMPKa. LKBl mRNA ik L #,
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ZRIGAITF L (P>0.05), 3% 4,
2.4 JF 44 AMPKa. phospho-AMPKa, LKB1 %
phospho-LKB1 & & /K F L&

S5I1EH X B4 b B, B AL 4] phospho-AMPKa,
phospho-LKBl & H R XK. ZR A R it =B X
(P<C0.05); SHAILH L, TC-L H . TC-M 4 . TC-H
20 K BH P X 18 40 phospho-AMPKa, phospho-LLKB1
BRI, ZRAGIFE X (P<<0.05) ; FEA H
Ml 4 ¢ phospho-AMPKua, phospho-LKB1 % 4 3 ik
AR Ak 5 ) AR (P <<0. 05) ., AMPKa,LKBI % [
RIRH LA, 2R LG IFFEE X (P>0.05), L%
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5. 1,

F 4 KEXBRFES AMPKa,LKBl mRNA Fix

Lb# (x+s)

20 51 n AMPKa LKB1
I %) TR 20 10 1.03=0. 10 1.14+0. 11
T 24 10 1.0540.13 1.094+0.13
TC-L4 10 0.95240. 11 1.1140.12
TC-M 41 9 1.0420. 10 0.9940.13
TC-H 4 9 0.9740.11 1.0540. 12
S %of HE 2 9 1.0140. 11 1.034+0. 12
F 1.329 2.103
P 0.193 0.094

x5 £HKBRIFELA AMPKa,phospho-AMPKa,LKBI1 ,phospho-LKBl B &L % (x £ 5)
26 5 n AMPKa phospho-AMPKa LKBI phospho-LLKB1
IEHXE4L 10 1.0440.11 1.2640.12 1.3440.12 1.2740.12
MR 20 10 1.11£0.09 0.64+0. 08" 1.2240.15 0. 66=0. 09"
TC-L 4 10 1.06=0. 10 0.814+0.09" 1.30=+0. 14 0.7940.09"
TC-M 4 9 1.034+0.12 1.0340. 10" 1.314+0.12 0.9540. 12"
TC-H#H 9 1.08+0.11 1.144+0. 11 1.2840. 14 1.08+0. 13
FHYEX R 9 1.0240.11 1.154+0. 12 1.25+0.13 1.104+0. 13"
F 0. 884 64. 817 1.095 46. 466
P 0. 482 <<0. 001 0.371 <<0. 001

" P<C0. 05, 51E X IR A" P<<0. 05, SR ;. P<<0. 05,5 TC-L 4 ;% P<<0.05, TC-M 4 I #,

A B C D E i3

Phospho-AMPK N w———— . S

AMPK S T W em— T T
phospho-Lke1 (D e exses S GRED NN

N Cmm @S IR S s
D D e — e <S—

A TER X R ;B AIZH; C. TC-L 4H;D: TC-M 4 E: TC-H 4 ;
FoBHYE X R4,

B 1 FEMALATREARENITE

3 3 ®

HLP W 5] % Z # 5 H5 . TG Al LDL-C Jh & 7E 3l
Jik ok B A Ak M 0> 1L %5 98 Catherosclerotic cardiovascu-
lar disease, ASCVD) [ & A= . & Jig i 78 v il 5 G B A
FH o 550 0 0 65 5 95 56 2R A 00 L il i AR, I g 4
JHL A W5 i B 2 T TR A i, 2 i K R Dl BE B 3 FE M
B R NG PN 2 RN B 4 A b BRI, 1 Bh
Ik BEGT 4 AL DI BE R [, T B ASCVD KB, i i 5+
R AT R IR T X T REAR R > ASCVD kA
S M RO I R NI K A A A R BRI R
SCRT L 2l i R 2 AL W B AT S 1 R Il A RN 4R
Ve B Vel 58 25 1Y 3 1R & & 78 B Hi Bl it
FEIRE ) JE AL R R A A B R R R AR A

WY 2R E IR B AR E R A FIEE IR
il D7 st SR LB A YA 97 IR & AR R LT =
o0 i L85

S ST 3 B L A T RIS MV TC K L 8
g BT B A AR A HLP B I b e 45 AR
WHEER T . A RS & B A I ik L FRAR D
BRI B 7K SF 2 R AR PR R A A AR gy 4 i
o B RN S S L i AR B TCL TG At LDL-C 7K
5 T i T AR AR HLP BLA TS
HESS EE TR & ) B 4 3 TC. TG, LDL-C 7K F & AIK .
HDL-C 7K T+ 5 . 45 500 48 41 5 R I E 3498 A 5] 72 1
M, HDL TC-H 20 Bl st B o 3, 32 708 1 24 2T g
ARE HLP AR K B g /K x5 HLP A9 5 1t
HEEALA SRR A B R AR R .

MDA ,SOD 1 GSH-Px R % J e HL 14 4t 44 £k il
R Z IR A, MDA 15 by B 5 3t 804k 9 1 7= 4, J ik
Jig i A AL R B2 5 SOD 1] 4% i S Ak 4 5 | ke 1) 481k 4
i+ 3 B HLAR BT S L AE 1 s GSH-Px 38 i i 1k 25 b 1
IR JER A i e ok R A . ABFTE
THE 2% BT 4% 570 4 B % B PR IR MDA UKL 2 5
SOD.GSH-Px /K-, H LA i 7 2 41/ i 8 35, $2 7R
T 2% BT W) LA R AN N o A AR Ak, 4R s PIL AR BT AR Ak e
H1. YE U VRESE o L HE AR B U R T A
X7 R R e I W S SR TR E = W F AR o
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ZHANG %5 % B0 2% $2 0 vl L3 4 4% P v B
MEAFEA, HGH R0 A b EERE . A5
A5 HH R B 25 R, R 7 TR 4% B T T DA AT R AR B R
b B E AR B MR BT SR AL RE T .

AMPK & —Fh 22 2 12/ 75 A R 5 1, 2 50
WL RE AR g FE R W OF . 5 HLP BB AE B
PRY% 45 Z Fp ot BB & AR R g1 R 0 8 A oG,
AMPK 55 o 4L A By 75 3, LKB1 J&
AMPK (¥ 32 i3 , i i3 phoshpo-AMPKa -1
TR R FEHE (Thrl172) 1 # 58% AMPK ) 8 12 1k K °F
M LIS AMPK, 36 16 9 AMPK Al LB R 1k 2. B 4
fitg A B AL B2 P 3 I R Bk CoA 34 5B M ifii 71
il B W B2 A TC A B, 38 RT3 46 H 9 -3 1 ok 3k
R M H TG A" . LKBI J& 8% 1k #1351k
AMPK 252 %, LKB1 Rk R, AMPK ) #% iz
L FNIE AL B 2 B AL . LKB1/AMPK sl 5% 2 fF i
B EEHBE IR AL MOE AMPK (1415 53 2% , 75 B8 % A
WA i R v ke 2 AR I E T AMPK & 4k, fig
W TC FU 208 A, 98 45 JHF U 480k 1 334 F B o 25
B, LT &5 i 5 ok, ot M LKB1/AMPK
AT REAR TC TG K-, DT k2 1 A i 22 1
XTZP B g R, F i LKBL i 3 35 7] L3I
AMPK 3 #5002 e 0 & J . A BT 5% JBE 2% ¥ B 4%
74 44 phospho-AMPKa. phospho-LKB1 # H 3 A
BH 0 TH R B S T A 9 R 8 o 06 b AMPK {5 538 1
fieiff AMPKa, LBK1 i85 2 16 , 98 15 g ot AC 3, ok 3%
1A 7K -

Zi L PTA, TEZR BN BE 0% B X HLP K B TC.
TG.LDL-C /K, 42 % HDL-C /K, B ALAR 57 it &
b, 42 w5 B B AR g . L LI T BE 2
AMPK 1% 538 8% 12 # AMPKo, LBK1 14 8 2 1k M 1
RIEVREAE R e R 1 P e 2% 85 R VA 97 HLP 42 it
— E [ BSAK iE
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