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AR L RSCR I, EAE AT LA
v 1L T 2 A A 2R )i T K Y-, SaE 2 2 kS e A A A5

e G I A T4 P T 2R s AR 25 AL BT 5 1k
()4 B 1 PR, A ast AR A 5 A R B 3L R 4
& gL, KRB IR Al e A P . I B4 i R I
[ P il = R 58PS IR R 1 IR P v e
P EL T v IR LRE 43 Ay v JIH T Af i s s H vl =
BIMLAE VR G 284 i A i AR ARG v 2% 8 Mg A 1 i i

JIE [ B2 (total cholesterol, TC) YAt 57 5 & e L[]
P MRE ) 5 BESUR R 2R A A =53 2 — (%) JIEL [ 1
PR E Js,  JIEL ] T PR - i 0ok 26 57 281 PR T T 9.
i A i (squalene synthase, SS)A[H [ B A il Fi A
(BRI B, PY oy 1k e SR AR IRm it SS IR 45
BIEN, EmEE S BRA Be & IR .
T SeAE ) BRI IR 29 A B W T AR SR SS [
T, E A SS AT L FAR AR [ 5 .

i % B JIg & 1 JIH [ i (low  density lipoprotein,
LDL-C)52 ifit 3% H JIEL i WA A ) = 22 3. LDL-C £ 44
W A @ AR AN &4, 240 70%LDL-C i
b b AR AR 2 AR AN, 2 R AR & AR I R KO
LDL-C 5 40 Jf 3 i (IR % 2 i 4 1 %2 A& (low - density
lipoprotein receptor, LDLR)4% 4, Kl LDLR 4%z %= 41 Jfd
WIEATACH. LDLR s —Fhs ol 8 1, Fe i, &5
GEHEIEER BIO0 S E MEEA, M HE&GEEN B
B E ik HEZDR LS K+t LDL-C 45ie, #
LDL-C WA 241N, (el ki) LDL-C i,
SXoF ¢ e FIE [ T £ 1 A i A 1) o 10 O L o
SENH I REACH 1) T 28T, I AE4H ki) LDLR 1)
BN GE G R LS T, SR A A P I L]
AU A FIGEVE s IR A T LDLR &R 5848 it
ks e, FEY LDLR A LA Y ReRsAS, 1
i 2% st 2 1) LDL-C oyl iE AR kA, 24k
W TC 5k LDL-C 7K F- 7 &',

A S0 H AT Y A O0T v T ILRE DK BRIt I K
o B G R DL AR FE R R A sz AR ) sg e, kT
(o O <7 VHE 4% 2% 0t T ) A FH WL

1 MRS 7%

1.1 ARk
P 2N CA A AR SR A 28 T ), i
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o [ S V2RI T e B A v AR AR Y T B (RS A R
AR FD); RAHREEE . Hh = ES . BB R
P JE L e P v S T O ] R & (R AR
P R R A AT B 28 7] ); 2 AR FF BURE, 5 IR 4
BEHHCTT: 78.8% Wl 4EFF BUEL. 10%%E . 10%HE 18
Ky 1%AREEE . 0.2%0IR &5, Jb st BHE ) ) 1 kA
BRAT]); o il 2 s PR . GAPDH £ 7 F%
PiR \HMG-CoA it 5 i 2 vi [ U4 (Santa Cruz 2 7],
F ), K% E A2 A2 T EPUARED A H,
EH); @A R (Sigma AW, EE); CH-H IR
1%\ SH-: JE SEAE RIS . *H-IH [ | (Perkin Elmer 2 ),
F[H); *H-EHM(ART A+, 2£[H); DEPC(Amresco 2y
7, Z£[); PCR TagMix. DL2000 73 ¥ kRt . 6xRNA
HLVK EREZEM . 10xMOPS 22 i 45 (b 5T 55 S e 2
R B A A]); M-MuLV Jz # 5%f  RNase Inhibitor
(Fermentas(MBI)/A &), MNEK); BilE i (Biowest 2y
A, PHHEA); . KR, FREEAE AR
FINFE], S HTEE).

1.2 GTEAS R AR A VT R P i o

SIS, IO 48 R AR K, A
B g 40 AT 120 mg/mL EVHZ AW, S0y
2 JEAE. IS ARARTT IRy AR v TR i A8 K, IR
FE4 0.4 mg/kg. PRI 4°C % BHRAE. HepG2 4
MUs a6, VAR 28 L R 28 ph R (PBS ¥ ) ¥
fift, WO IE N 1 mg/mL EH R, H 0.22 pm
TUALIE IS JE A8 I IR — IR, 7338 4 CORAE. ]
I P G I35 % 98 358 1 mg/mL T 55 W WUR B 1 50,
100, 150 11 200 pg/mL {3 .

L3 SR sE ka4

6~8 JEIW (1A HE 180~200 g)HEME SD K FUW H Ik 5t
el M AESER AW EARAGR LA, FliES
SCXK(5%)2006-0009 F1 SCXK(31)2011-0011. JFhsk
W HE K AR IR T SPE &8 by 7 R3E NS, 5hi)
b5 WHLEE hy 20°C, ¥BJEHN 45%~60%, KR H HUK,
SRR ERL. 43t 7 K SPE 20N s BR85S N, R
FAOsk, RIS PU I BEALEC 5 SRR L R E
S IE O R, ARSI s AR TR, BSR4 B
Ja, FRECsk, K SD KR 4 T bl s
IR PRI SD K BRBEBHHL A 5 41, R4l 8 L, 430l
o e TR 2 (e IR ks v Ay B R R 2 (e
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JEARDEL, & AR TTHBOR UHE 45 24, S 25k 0.2
mg/kg/R); T AARF R A (m IR TARL, R REE 4
Y, RIRE 0.2 mg/kg/R); HHZ AR (S EH
Bl HHRREE S, IR 0.6 ghkg/R); A
FIEAGE EEE, HEREE S, Sk 1.8
g/kg/ K. BER 09:00~10:00 HE'E, Frsk 4 JH.

14 'ﬁ:i\ H:Fi\ VK@%\ ’L’)”Uk%ﬁu”ﬂ

SD K fE SPF a5y, 7 KJa, PREIFD
S, VBNV REAE. SCE IR 7 RARE LS 1K,
528 RFREAEN N M ZARE. B0 3 Rs4l
SD Kl 24 h NI B B AOK BARA S . 5206 45
WG, MR R S A I s e S A R 1) 13 L L 22,
it K R, ZEOK EECH AFIEZZR, PBS 2 42 il Fl
AWM T, FRE DK, BRI AL 2 BT
B, TN R AT

1.5 JfiLJig PO 5 AR

1) FH R JEC i ok AN I YA B SD K RUIMLE 1.5~2.0
mL 2IRAAFZEG Ep &, EildiF & 30 min, 51K
RO JE A E, AR A U Ul e, A
SD K B fig 4 Tt

1.6 ZupakssE

HepG2 412 755, H&A 10%E4- 135 100
U/mL H# % 100 mg/L #ER R AEDLTRIER. N
RGN 1) DMEM-H 15 725655 7%, 41 MuBs FR 50 3055 0
37°C, 5% CO,, FHXNE LN 90%.

1.7 MTT #:3

S B AR OGS A MTT VR, S 56 i) e 761
MTT HGK % 0 5 mg/mL RG24 H. K HepG2 4l
J LA 2.5x10* AN/mL 41 3% 72 R T 96 FLACH,
ANGFNZ s E - 24 h 5, W 29, RESLIIA 100 pL
MTT & a, B TAMEEFRA TR IR 4h 40 )5, b
WA MTT %, BFFLINA 150 uL DMSO %, T
630 F1 492 nm ¢ FRI A {H.

1.8 HepG2 a2y Ak ¥ % & HE i

WHZS KT PBS 1, FCHIER 5 g/mL BRE,
0.22 pm JERELPERRTE, 3%, —20°CLRAE. SEEITH
TG ML 15 77 He B B BRI 22 S 56 T 75 VR B . Hep G2 41l i

FERh T 6 FUAR G B 75 2 41 M fil & R0k 80%, B2y
TSR I3, 4h8:4% 55 24 h | T> Western blot 5255

1.9 JJE [ A B ) e U

HepG2 411 LA 1x10° R0+ 6 FLAR 1, 7E853%46
TR 2~3 K, EHC MG R TR I 3~5 K. L
TFURI, 32 R EE TR, ] PBS phye M, A 5 ul
() *H-mevalonate (10 pCi/mL)A! 2 mL [ A [k J&
THAR TR, S E 2 ho R 1 fLal
HL 00 B R FE A IR IR AL 22). 2 h S, B2
B 9755, HepG2 411 i JI ¥4 PBS VLW i, 0.25% e 1L
A, Fl2 mL R KOH £ % % (KOH : EtOH=
1:3, RBULG) Mgl i, Fram Mol sE = Bp )5, &
75°CHEAL 1 h, FEFEMA IR SRS, H 1 mL f ik
FhERAEBACI T 3 IR(E A ARG IR B ), & e
BT e, T 100 L S007 R a4 ik, 1Y
20 uL F T3 220 4. K A5 A AT *H-cholesterol
FRAEXS I S AERERR G B(100 mmx200 mm, &%
0.2~0.25 mm) b, JANJZHTEL, JE I8 A ik -
LBk Z182(80:20: 1, RBILL). JEHT G, Farbric )
JIR T 2 ), DN IRV S mL & AR,
TR VHH G 52 *H-cholesterol ] CPMA {f (V15 f).
FIH 2. (%)=100%—( 25 P 21/ 1 6] fiL4H)x 100.

1.10 Western blot

(1) FTHHAREARI. ANEETIE SD X
SR 42, N /b 5 R ST B ok Ik, R EE,
A RIPA Z4# (100 mg T4 /mL). & T 4°CUK
i ZY% 30 min, B 10 min F RS 10 Zomb gt
P A 8 75 B AR AR R 4 22 30 YK, 10000 r/min.
4°C B0 15 min, WAEALUE A$LHURK, BCA VEE
LR R AWK, g BRI, ) 2x EAES
MR FEARTALE 101 B BEFE T RF L AE.

(2) difET FFRE.  INZyEEFR 24 h S 40 M
7 PBS JEYE i, AR IRRCE UK, REALD
A 100 pL 1 1x EFESE P 3 40 e S 2 1, 100°C
&R 10 min, BOIRS), 7335 AN-80°C IR AT,
i .

fic ] 10% SDS-PAGE, 5% 4ifi%, 100 V HiJk 20
min, 160 V HLJK 70 min, 295 mA #f& 90 min, ¥
PVDF 32 0 52 7 5%/l i 043 PBST #1412 h )5,
IMA—PiiEE 4°Cid . X H PVDF JIiX4 PBST ¥t)5,
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I 80, EIEIEE 90 min. ECL S0, X 6 R

L11 KA A3 B

FIH 4°CPMED buffer ¥ SD KRS, 2
mL/g(HEHZR), 2) 9 5 £50,(10000xg; 20 min; 4°C),
W by, by 4RS00 (178000 g; 90 min; 4°C), WEE
BLJE PTEE, 1 mL PMED buffer/g W%, iR
WA 5 U, o R IR B, TN RAT. Af
Fist, ] PMED buffer 3 fif 1% #iF¢ 2 1 mg/mL.

L12 &4 B ) E

SD K UMk A(1 mg/mL)¥% T 1mL Hepes %5l
(&4 10 mmol/L MgCl,, 0.5 mmol/L. NADPH), JiI A
ANRIRE 258, FEELTE 37T CHEFRAM T E 20 min, N
A5 UL PH-VEJE R AR IR 45 30004 (10x 100 mm) A
FH 20 min, JIA 1 mg &MGZ 1k V. A E1 2500 )G,
KRS B RERE G AR, AHE PH-Z A bR et S R AE
DFE S, JBCE 2 BRI, KA 1o 1) % 4 B i)
N, N5 mL AR & CPMA {H, &N FREIEE &
HiE 3N

113 519168

B-actin L3i55|4: 5'-GAAGTGTGACGTTGACA-
TCCG-3', B-actin FUF5|#: 5-GCCTAGAAGCATT-
TGCGGTG-3', ¥ 14K il B-actin JE K 282 bp K& A BL.
LDLR L5514 5-GTGACAGTGTCCTCCCAAG-3',
LDLR Fi#51% 5-GCTGACCATCTGTCTCGAG-3',
P35 KB LDLR JE 8 270 bp 2 7 B

1.14 Real time PCR

I FH 3 H 2 RNA PR a0 & 3 Ul K BUH
JERNA J5. 4itb B I RNA, WAL FE 5 ) DNA,
VAR RPN RNA 8% 10 pug, RNase Inhibitor 4
uL, DNase I buffer 10 uL, DNase 1 10 uL, DEPC 4b 2
H,O % 100 pL, WA JEAE 37°CRM 90 min. FH
RNA I IEBH B K, SO AT SO SR AR (1 2l
Bl )T, # RNA [#E5% 4 cDNA, VAR ZH I RNA
PR 3 ugs 514 4.0 uL, % DEPC 4b#E H,0 % 25 pL,
VEA), 70°C /N 5 min, SLEIUKHE, IIA Sxbuffer 8.0
pL+ ANTP(10 mmol/L) 4.0 pL. RNase Inhibitor 1.0 pL,
TR%Y, 37°C V5 min, A M-MuLV ¥ % 5% 2.0 L,
42°C [ . 60 min, 70°C 2 10 min. B 5 31T Realtime
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PCR F0UI# .

115 EHFERS 530

YRR N R, 64 HPLC 347 ar abr,
T 44424 Diamonsil-C18(250 mmx4.6 mm, 5 pm)ff,
R, HE-0.1% H R ZK 51 A R B AR EAT 1R B U M
WL 1, Vi 1.00 mL/min, 3, KK 280 nm.

2 ZR

2.1 (= R MR R BB AR g g et

AR S5 3% A6 v g T RHAC 5 2% Hou 45 NP
M mREC . Wi 1 Fis, G SD KB s e vkt
L 28 K, KL TC, TG M1 LDL-C /K T-#5 & 3%
Jh&, HDL-C /K FA84k. #2718 SD A il v A 28 ¢y
AT, TR T SRS AT

2.2 ETHZEN R MAE A B LA 7K P F B
25F v R MUK BRI AR Ay TV BN AR
AR RESE 4 ), AT TR, Py ml

R RNV

FsJ 1] (min) Solution A(%) Solution B(%)
0~2 8 92
2~17 8~15 92~85
17~30 15~35 85~65
30~55 35~60 65~40
55~60 60~70 40~30
60~65 70~8 30~92
65~70 8 92

401 ; Coxma

5] DTN E

3.0 _ .

5

o 2.5

E

c

£ 204

=] %
gm 1.54 T
g —

1.0 . .

0.5+ =

0o L

oLc ~ HDLC
B 1 &S SD XIS P K-

*: P<0.05; TC: JH[E®E; TG: Hih =&, LDL-C: k% ENEE M
JETE B HDL-C: iy % 1 i 2 1 L ] i
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B2 KB TC M LDL-C R, Hor 5 0 4% w7
ZH KBS TC A1 LDL-C /K V8w e i A b vk 22
5t, P<0.05(F 2, 3). IR IRE K B2 P9 10000 T i b,
TG M1 HDL-C /K V-3 B & M AR k.

2.3 HEEZON FEMUE R AT AT E R SE R
SRS I 1 0T v IR MUK B AR P AR
N, &R IR T, SD K RAE 200~220 g [,
o da IR, N AR R 4 )R S IEH 4L SD KR
WHE LA, SD KEARE W W, BOEH A K KTt
2150 g ALYy 4 B, NS AR EIRNE SD oK
B EE I KPR, TR BZY 490 g T BT A e M e IR T
KL SD KR, % MR SD KR AR

]

*

3.0

[MZETCZS B (nmollL)

Con HFD Lova PL PM PH

B2 HARMmMEXRIME TC KF
*: P<0.05; Con: X} fR4H; HFD: i IE#iAY4; Lova: ¥&4%AthyT4H; PL:
THZARAI AL PM: WA PR PH: 2SS 57 = 4l

1.04 T

0.8

0.6+

0.4

[M32LDL-CZ ®(nmolll)

0.2

0.0~

Con HFD Lova PL PM

B3 ®RIEKXRIME LDL-C /K¥F
*: P<0.05; FEERE 2

WK, RE R TR AR 4 45 SD KR
WEZ1 400 g, B R4 AR ] BRI (K 4).
FH X FE 24 i ARA Y T 0 K B A B 1 T S i

IFEE S R R (] 5), mllE I AE A Boer 4L SD oK
BUTFE I i IR RO AL, IRHR R A, P &
AL SD KU R Z K, W RART w4,

24 T IR A B R BRI POK R B0

S0 30D ) 25 ALK BURS RIOIRES (L 4F s AR BIHT . &
BIEH . ATAEEE. %41 SD K B fr 8 RIOK & b
AT P, (A A REdE e gt A= 572(8 6, 7).

500+
= YIREE )
4801 o EisALE
o] & BEMTE ;
v BEAGEE N
4404 <« EERDFIREA . —— a
] 420- > THAEIRE : ——
8 4
& 400- s
2 380
% 360+
340+
320+
300+
280 T T g T T T
0 1 2 3 4
EBRSHERE)
B4 ¥ AR e AR K AR B4R
*: P<0.05

SIS ARATEQ)

Con HFD Lova PL PM

Es5 ®EnEXBFESHL
*: P<0.05; FEHE 2
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Thi, HFEREAG 2 A0 A B 2 TH . 25 pg/mL 1
LR HepG2 4l MAEL I 1 £ W o A6 i i 70%,
1M 150 pg/mL ¥ A A2 ik 95%, ki
TR IRIE L (1 8).

2.7 GVEFEN R AR I R R R Hh 2 AR A e R
.y =4iop Al

ARG WU 57 VE 255 T v I I E K U S'S 1 20k
GRENE. W T R (B 9), T 2 R 8 B AR IR ILAE
KEAFE SS Wik, WHA . SFE4 SD
KEFBES SS ik & T I, RikEL & mIRAM
50%, B i g AT W] %2 72 5 (P<0.05). 11y BH M0 JE 24
AT SD KRR SS 131K 56 5% M.

/ ///*fi

BIEAESBEMAEMUE)

Con HFD Lova PL PM PH

Fe wWARILIEAREBUKE
Pl ] 1] 2

1004

= (= T (=
< O
P R TR B

FEEE SRIIHIE (%)
=]
[=]

75:
701
65‘
Con HFD Lova  PL PM O s 75 100 1% 180 135 200
M7 Bk REREeR BRRERGgm
RIVE A& 2 B8 EZN HepG2 /B EEEE LI M
2.5 MIHZEXT HepG2 21/ i 5 MEAE F
. Con _HFD Lova PL _F_"M_ ___PH
3238 Y A ) 6 2 0 TS ) T lepG2 EHSTIS — — - — e
. . SN L 32 & =
A, VEFH 24 h, WRIEBEE 55100 0, 100, 200, 300 GAPDH "
A1 400 pg/mL. 1EM 24 hJ5, WHET N W 540 e 16] = |
A, MTT L4040 B f v 3, HepG2 4H A i vk RS
K 80% UL Lk e aEWE. SRR, HHEK 40 1.21
W SELE 200 pug/mL BLF B, HepG2 40 i A4 Ktk A4 B g 1.01
U, KIS 5 S S U8 22 A B B AE 200 pg/mL %0-3'
LY. K
E 0.44
2.6 MHZEXT HepG2 4 s fE [ B A B3 i 2 iy
=AU “Con HFD Lova PL PM  PH
HepG2 il il 5 A L0 E 2 h Jm, A4 g b E 9 MEZSHEIRME X RATAH SS RiX K=
A R R, an B TR, BEEE R E R R R ##: P<0.01; LRI 2
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2.8 L VHEEN R AR ILAE K B DR 8 A A e
1k By 5 1)

D5 3 YA} v g I K RO SS G 11
M. W 10 PR, EEA R S 4K U
SS PR i R A PR AR A A2, 9 R o ) BRI 2 1 A
1) 57%FN 52%, BN SS I Pk AT B8 (14
HIVER.

2.9 MHFRATRE MUEE K BUFE LDLR $#53%1
Al

AL DA VL 25 6T s g 1R K BRUFFIE ' LDLR mRNA
AP, w11 foR, mIRRA T, SD KR IE
H1 LDLR mRNA 7K~V B, 136 BH 7K S 1 JIH ] e 0
NI i 4 5 1T B LDLR mRNA [F7KF, 30 HL 4 5.
WL R A E A AETS & LDLR mRNA /K775,

100

1£(%)
&

O

60

40+

BE R ERTHESS]

20+

k—4
=)

WE.

Con HFD  Lova PL PM PH

B 10 FEFRX R EX RS SS EHEHRm
*: P<0.05; EIVERE 2

25 wR
2.0
03
L
P J
15
i
i
x 1.0
o
—

0.54

0.0~
Con HFD PL PM PH

B 11 ®iRmEX RS LDLR EFRiE
###: P<0.001; B[R 2

B R4y MR AT 1.3 R 2.0 %5, YW A 4R 5
/KF FH T LDLR £k,

2.10 HZEA HepG2 ZHffirp iz LDLR ik &
Y 5]

LA 6 HepG2 4 i LDLR Kk &= [f15%
Wy, EHZE A T HepG2 4l s 24 h f=, FH Western
blot J7 2K I T 41 fie 2% 1] LDLR ik . LDLR 7&K
HHHIIE 120 F1 160 kD W45 4k717, JLH 160 kD ki %
NPERALJG Y LDLR, WE4IRI S LDL-C 1E%
4h4y, T 120 kD [ LDLR Jh AR EAL I LDLR, JRFK
EREEA) LDLR, ASfEY LDL-C IEH 454, 453 BoR
(K 12), HEAEE L RE T LDLR Rk &, MM
H PG AR i3 ik LDLR F£iA . #7275 1 98 4% 5 AIG
LDL-C /K-Fu] e il i i LDLR )R, B9
i1 LDLR (W&, k4 g7k K& LDL-C 5
LDLR 54 AT

2.11 EHZEH HPLC 4 #4531

WHA N 2 HPLC Z0 b7, SR, HEAM
LA ROy FPERA (caffeine) & ¥ £ 1 MR (gallic acid,
GA) M & &t e, 0 2905 M H 280 1 6.01% Al
3.02%, JI %% % (catechin, O)Z4 N 0.65%, #* L% %
(epicatechin, EC)Z 4 0.43%, REETILREZEET
1% i (epigallocatechin gallate, EGCG)ZI 4 0.07%.

3 i

o Jg A A v A A I T A 2L o 51 2 ) 4
MEPEBIE, T 5 RS B ik 1 B8 A S5 O LR P, )
o 8 N RS, o IR ot e R B o I o Fy — T3
WL LI IR G, (e . B ia el
AE O 28 SO T TR . WESER I, 3V 2 oA F o
R~ BRAE S HUER ATk, REA BT O L 0 Y
RS ARRTFOR I W AR RN SDHEYER B 7
VA g v IR URE K BB, S RS BF 5 1t g 24
W ds i iR S s e,

ARSI PR ) R IR BN B 25 T X B
S NI R 2 SRR 22 MRV B TR ) B
RIE I RHE T LDso 20fl, FFARIEA RIS LIAE
WS R IR ORI, AR s 7R R B U AR Al 22
RITFIRER), BA— KL AR
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0.324
0.304
0.281
0.26
0.24 4
0.224
0.204
0.18
0.16
0.14
0.12
0.10
0.08
0.06
0.04

ML A

000 500 1000 1500 2000 2500  30.00

AU

0.02
0.00

BIEARE (ng/mL)
0 50 100 150 200

LDLR =-—--- 160 kD

120 kD

GAPDH m

3.0+ H#

AFMELDLRZIAENT

50 100 150 200
EEARE (ng/mL)

s
o
Iy

JEEE{LDLREIAT Y,
o o o
L2

o
b

o
o
T

50 100 150
LEARE (ng/ml)

B 12 HepG2 4iffi LDLR HRER
##: P<0.01; ###: P<0.001

Caffeine

GA

uw%

¢ |[lecce
| EC

3500 4000 4500 50.00 5500 60.00 6500 70.0

Bi)(min)
B 13 EZR A ROR R ki

S0 WL 5 U 2% 0 e M LR B I I 7 ST £ 5
W G5SR4 T IR K AN R 5 RO
£ 28 K, fiflgHAE A B K TC A1 LDL-C /K142 5
JIE L ) BRI, IE S T VS AT R AU o T 4 B 2
IEA, e IR IR R A T KR, T AR R A
E%ﬁm WM SR E AR K, S

RALA PR 25, JE T AR, $om iR
ﬁﬂ%mmﬂ T LS 8 5 R 5 DB 50 T 5k B

890

i Eh 2 B B AR A1 3L A R — B, RS T RN
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Effects and mechanisms of Pu-erh tea on metabolism of cholesterol in
hyperlipidemia rats
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Pu-erh tea, one of the most popular beverages, is reported to have many healthy beneficial effects of lowering the
plasma levels of lipids and lipoproteins, which may be relevant with its oxidation activity. However, the possible
mechanisms of affecting the cholesterol biosynthesis and metabolism of LDL-C remain unknown. In this study, we
examined the effects of different doses of Pu-erh tea on weight gain, plasma levels of lipids and lipoprotein, protein
expression and activity of Squalene synthase, and transcription levels of LDLR, in a rat hyperlipidemia model. The
inhibition ratio of cholesterol biosynthesis is determined by the method of liquid scintillation counting in HepG2 cell
line. We found that the plasma TC and LDL-C levels were significantly reduced compared with the value of
hyperlipidemic control group after 4 weeks treatment of different doses of Pu-erh tea. The protein expression of
squalene synthase in rat liver was significantly decreased in Pu-erh tea-treated groups while activity of this rate-limiting
enzyme was inhibited in the same groups. Pu-erh tea also inhibited the cholesterol biosynthesis in a dose-dependent
manner from *H-Mevalonate in HepG2 cell line. Our results suggest that Pu-erh tea exerts lipid-lowering effects by
inhibiting the expression and activity of squalene synthase, as well as evaluating the transcription level and protein
expression of LDLR.

Pu-erh tea, hyperlipidemia, cholesterol biosynthesis, squalene synthase, low-density lipoprotein receptor
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