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Abstract: Dark tea is a traditional and unique tea product in China and has become a research topic of high interest in recent
years due to its significant hypolipidemic effect. Meanwhile, dark tea also has the capability to regulate hyperlipidemia;

however, its hypoliplidemic mechanism is complex. In this paper, the regulation of hyperlipidemia and the hypolipidemic

410128,

mechanism of dark tea are reviewed.

Key words: dark tea; hyperlipoidemia; hypolipidemic effect; functional mechanism

RE4y2S . S571.1; R972.6

AAE R T E AL G IOR A& AP, R R A
TS MG OB BACRE A 5 O AIE S 2% i AT B A
ELa I 1 A I 7172 7 7 7 £ B VK R A N 7 = e 2
AR . BARSERERA N K%, Wk EE
MIEE T 2R, AT Ao A BB AE . IRAE . f6hk
Ky HEHA . HAREE . RS NERS,
N PG A VG R 2> H D b X Rk 2T DA B S A3
HuIX L P g D H B[R] B AN W] Bl PR A

et M HILRE B o B i, TR R L9 v [
(total cholesterol, TC). {5 /5 & 1 IH i B (low den-
sity lipoprotein-cholesterol, LDL-C). H il =&
(triglyceride, TG)B ik 1F ¥ B8 % 5 i A IR [# B (high
density lipoprotein-cholesterol, HDL-C)f& R0, #5733
B, S T A S A KRR AL, 2 e O
o 24 e 5o Ji L PO I S R R B, B R I e B
At o A A AR R A g A ) e R R 2 1. 2002 4F

SCERARIRED: A

Wk H I 2010-12-21
FeH : Wir A RHT BB % 11 (2008f§1005)

X F 45 : 1002-6630(2011)19-0307-05

TR 18 % LA T B R AR 7 4S80 R 0K 18,6901, i
JRIE R i M IALEE (0 50 58 4 BT, ) LHET A AR ATl
MR SAT BRI A 0 R A e, i i S 5
R PR AL I LA 99 HE T I SE R Ik 2 NS —JE T
JR R,

FRTHI 367 R U (0 259) 28 v 2y, #AAT
I RIAE AT, ANECR IR e, v 2t B AT AR 4
{1 815 6 v R IAE A VR T, F RETR AR TG 25 (R A 2 o, i
FUN BRI, B30 58> BRI N R 1 v Ml &
Y, AR T ARERAON S, LR e IR I AE S8 0 2 4
&, BARHILZ R, AMTASIY SR« i RS 56
LA R iy 0 5 08 S0 6 E 1 2R 28 LA A 7 e I A PR 4
AL, IR ICRENE MLBEEAT T 3820 WF 9T AN SO0 SR 2
R URE A5 AP LBR AT S R AT 2508, IR S R R
PRI LA 2

EZ R RWI(1987 —), B, WiEwFRA, W7 o 2 AR SR DI RE oY TR S5V . E-mail: chaobi.wu@gmail.com
*EAEEF XIPAR(1965 —), B, gz, WL, WP O RTINS S JF K . E-mail: larkin-liu@163.com



308 2011, Vol. 32, No. 19

=T

il =

LRk

1 BHRETRELAEERTR
11 BRI R AE 3 4 S

FIAR 2 5 de S I, A FH S Y 285 7K B 3 M ] v L [
B B MEPE Wistar KB, K Bl AL JIE T 5 5 L IfL 3
TG KTV-BEAK, JFBNRH A2 & B wizea, HE,
FE 9 AR IE TR S, T ) IR V8 2 e G R R,
X IE 8 R /N BRI T AT 5 i 1220, 4% K Y 25 5t e R 5
v I L O B PR I I 7K P28, S5 25 7K i R 4 v e A7 2
A e T RS B R B TR R IR AR R L]
A 11 vy g AL R0 7 P A %l B R A IS, AN T T
P (OB E R SN == R RN W = N o LB € 2 = R
tb 46 % (osclerotic indatherex, Al) W2 BFAG, LB
WAk B (superoxide dismutase, SOD)FIAEH kit
AWl (glutathione peroxidase, GSH-Px)ygPhiam, A
““f#(malonaldehyde, MDA)E i i 3% 9029, K[
IR B B 38 LT I 2 A AL s IR A /0 BRIl T
KAV, SV A TR R I T PR AT A0S M 3 A AL T K SR A 1
LR LPRAEILREE AR AR L H 2 h 7k 2l fie
AT 361 v MR B /N B T v, 1T A% 2 A e AT R
il R B T, SR S AR AR R0 T e O
22 WA e e B/ WU TG Ty n] BEAEAE RO R . 4
WA S LR R AR N T E A 2%, Xk EaEEa R
RT3 P v i I 5K e PR B8 I A7 FH i 52 5 o 1t I 24 5
DLT i A AH ]

g JLZS PR TR 1T w5 MR LT 3490 S 56 R AT 50 o) 57
AR o [N 25 e 5 AT 25 R B v Al M A v
JIFL [T e L RE 5K A, R TR B R B i IR A R R, 3L
i, X 3R AR AL 8¢ T i ot K B4R o R R AL R 1) 5%
Wi, ARV 2% ~2.5% A KR AT BRI e /E A, 0
B A AR K AR o BR R B AR ESR ] T
A6 1l 25 0k v I IR E K PR B L IR 80RO e R e
B 3 3 PR AR O UM T i K 1l TC. TG I MDA &5 4,
$E M7 HDL-C £ AL SOD GSH-Px iifith, [ /i
RORWI o 1 SCAEAEROR IR S AT PRI Wistar K B4 5T
H. TC. TG LLAETIE HDL-C [IAER] . M7 412k e7sag)
FU T W R A6 A 7 A% B ARt v L] e i A I R R P
S Ty fe 1 5 Wi 16 15 i 15 5 K O 3 K s A Bl A T 8 ) 56
W, IR AEAS Z S U g S 7 AR AL o T I
K B IR T 3R K AR W IMLvE TC AT LDL & TG /KF, fig
0 G R R P S T I LA P B T 5K D e R A A 404 i
BIGRE T, WD KA SR REBE P A, B AR I K
AR L RS % (asymmetrical dimethyl arginine,
ADMA)FI MDA &t DL I NO,  H. 5 7 Ak o
12 PRZRTY e G IR I A SE 5

PRI 1Y v M I I R S I D, BB T2 R

SR ML . BN, RS N A
MG HE A, AWM Z, E¥RE, REx B’
I TR] Ji5 LI AP A AR RS A BT A0 S8 A vy 1l T 1
NERHREE, MEF R TC. TG K TR R, I
A RN A Fi(lipid peroxidation, LPO)E Tt fE [
IR, SR SRR AR Ok, BARE N 1000mL/d 7]
HUAT AR 34d, 4R ER, Zik#E TG FREH,
HDL-C bJt&, TC TRk, LDL-CJRH FI%,
BB EZER: ZRER LA RN KA, MH .
Mfop% . - DR Jo e AR A . MR R ILAE FE 2 H]
W — B ) g, g R N R FE T LS . A
1. 5- HILEEIR. 4- HEILK Z B4
T, WUEREF . 3- GBS . I % R A 0T &
i, ANARIE 4 (%) AR B I S5 57 VH 2% 190 B af g 7 FH o
1.3 PRI e e 0 28 4l B B it S

e A 0T 2 DA 23 1 AT R A A 1R SE 58 Tk
Femil,  DABOBOE XAE b S8 T  Botk, DLA S G ERAE
REPAT LI TR, DU R B RS I A3 24 R B S 45
REAE, DA SN0 S 56 Hods AT o A b 3, R I
E6F B AT 0 R St R, I DAAH Y. PR 280408 B S RF A &
BHENEARKR, BHEAME. . RS
SO LRGSR/ N [ BV T a7 N

K A AL s T VEL RS A5 R T TR 5 3 07 108 T Ak
B2 50 ugimb, R B V25 T4 A0 o0 a4 A ) Bl it 4 A
32k (peroxisome proliferator-activated receptor,
PPAR)PPAR d SZ A WA FH A5 7 1R 9 W3 0 5 of.
JEAVE IR BE s BRI T VH 25 o S A4 1)) 8 i 23 PR s I
BETRMIEREEIERN, KRR, %7 TR
PPARY . EJEERATA Y X %4k (farnesoid X receptor,
FXR). T X Z4&(liver x-activated receptor, LXR)#i#!
RO B REEER, JERBLK & TR a- TEk I
A7 55 5 ) A4 oA

il A Fn A 1o 4o R ] 5 ) AR ARG PPAR o
PRAR y. PPAR 8. FXR. LXR. MKHiflisligni 3T3-L1
T, FZKEEPI A B RN 43 25 201 6 AN SR A5 70l
MIARE A AT — R AV i R R R, R IRARKE 2% %346
fixf PPAR v« PPAR d fFHUEAEI, XF FXR A4l
EH, SR iR, — KAWL R W
RAG e nl LB I 2 2 A= AR BRI VE T, & —FP R R
PESR AR TR R AR B T

KM AF0SUTE FHARRL 2% Tehe A% . Fh A%
e NEEA. WHE 6 MBI, JFUTEA. KAk
AR AR, BERCR LR A RS PRAR D
M PPAR v RS2 MBRAE R, BAT RIFI FXR %2 44
W, [, R B ARG I LXR A AR P .
R, RS AE B RO Al . I AR . B sl ik ok A
55 5 T AT — 3 IR

&
.
e

571
iz
& %

=N
=N
2



XA R

86iltl=

2011, Vol. 32, No. 19 309

2 BIRMEMm AR H HLE

2.1 U R L] A

WHFLRM, 2R4%. 404, ARS8 KR R AR I
T E T R, LRSI B R I R AN VA
(R Y A L ] P I A AN 5 4, 0 i P A5 L ]
R (Y W WA 52540, i iy B 28 I L 3] e 5 6 e 7 Wlg (lecithiin
cholesterol acyl transferase, LCAT)i&YEA HDL 7K-F-3k
f Rt HDL ¥ o JE [ e tes-5e, 3]s 23 lig 2 1 AN I 2 K1
R 38 R ] P A, D L 95 o O ] e %) 5 7
JOEL ] P P A, (R I ] P A S8-590 PR Ak
o HoAh R AR R, i LA JIE ] P A 110 3 5 AL
RAAARTR], AR H T R 2R A A G R o Ak A P e 1 A
R KA T M AR, A H SRR .

BRA A5 KSR A I 25 A BB L0 FXR TR AT 161
YERT, 1Mo FXR 5500w (L 6 [ 7 5 At ps I £
MR g JEHEH 5 A6, BRI b R R R R, A
T 3] e LT P Dy R LT o % S A LOOLA Sy S e vh A
R A AV T 0 JIEL ] e 55l o R) 3 Jisd g 3 P s 15— T el
A(Hydroxy-methyl-glutaryl coenzyme A, HMG-CoA)H
TE e A T, AT ASE N AR JIEL ] 5 ok 1 3 2 BRI
AFCL AT I, BRIAR . S TP AR R T R
R N A P JEL ] g 23 i R s A4 b 25 e H ik
ST R R gy, AR DT R 4% 1R B R A IR AL T
2% BZEH T RN ARG NG CL R R
(5 1R e it — 2R A0 IR AR L 7
22 P H =AU

P U AR 1 B (hormone-sensitive lipase, HSL)
2 d5 R TR B 9 T T U7 440 e P 3 il ek = IR %) I DT
Wiy, 2 s )G 0T o3 AR ) R, I A8 e mT A
ZAPRATRIEAE Y, el O R AR O A # ]
8 i BT JUE R B 52 s 7 42 HSL 5 7 A mRNA 11
Lk, RBAANET, Rl TG MM, &3 75
R MG DR . H e T, KRAUAH 2 HSL 51
S MRNA PR 18 0 317 H 20 5 2%+ 2% Pk 10 T 2l 28 1)
HEEAERNEZ — o ZEPEFEIF TN A et Be3 il ig 1D7
B2 Bl (fatty acid synthetase, FAS)IIEME, ALAE
S IE ON IR SR A IR TE i, M)k Y
(neuropeptide Y, NPY)RIELIEAL &AL, WD HRNI
W, 34 Re % BEL A B ad ik, e g 7 1 & e, AT
ik B B SRR H ). Sano ZEPOR I, HEVH AR AT HE
SR 00 o 5 1R RR P A IR R B (cyclic adenosine
monophosphate, cAMP), 354b T % cAMP 4K i i) 25
IV, JoE A R B TG IR, M fiKAE TG,

gr BTk, BEBRACAN TG AKCFIpLEZ 3 2A
LR JL4c: B am HSL G PEI2E TG I FEAg:

FAS [R5 T 1 PR AR AN TG AW, sk g s )
Jl, AR P M TR T HE I 5 38 Sk WS A R P 1 R U K
TG,
23 HAhALEE

FREF NN A Z Wyl 7 S 5 Ak, 0 A [ e &
AL T 7 (0 A4k, 9 LT e B G AR Ak 0 1 Bl Bk B 1
DUR, A 330 AN T R g 7 5o AL ] 12 (1 3 % RS B, AT
6L B P e M ILAE T e VR - 2t v ) 22 1 23 G W e
HINAR N BE RV FE, R RAERT, AT 3 B
JE VBRI PR 20 64 o [ R Bt A SN Ay 5 Aty 4% i g k> Ak P
R TRTRL, B AR AR ek S T o0 I 5 RS B AR A H o
FEJT L1 A3 Ol A A5 2R B U HL AT B A ot AR R LR i 5
W R D BEAE S 4m i Ak 11T ADMA/INO R 48
X

3 WEERE

FIE AL, A A B A 2 0 3 S 1 2L A
EYIA 500 280, HhHHALAE YA 450 FiLL 681,
SRR K E B Ry R R 2. KE2m. K
BFE, BRI, "AERU S — R eE, WY
e WK 6 3 0 LA B (1 D 2 tee 70, {H A D) A A
FHMU B B AE AT 13 BB A AT I BN T I HE
RS, M TMAEMMIER, AR, EOm. X
ZWr JLACE S UNMERR . T TR R A
(AR AGTET4, iy A S R Il 1 FH S 20 AR 48, 1K i
M B % 1 32 M R 0 2 B4 [ AR A AN AN S B e )
(AR, AL G = A, TR W AR P ) i
e ER PG 0 EAE sy . SRREAEARUSUR I, B
FM Tk fErh 2% 2 By ARk b 16 R LR E S, Xl
HEEUSTI Oy, R 2 Wy & i A I SR AR T R T 2% 3
F RAFREMER . BRI HT B FOKSE I I R,
e DI S FIE A F NIIE S S TN IIP SV i B SN
PLER A5, AT 80015 7 W SCHR PSR P RN B, i AT 8
oy A R, 5T OKES, I S R ) R
H g A A B YE R UIMIOC, Wk U aEsre. 2003
., Hwang 2507917 58 78 3% V8 ¢ vh R I AT i AR Ak 7T
(lovastatin) [AI{74E, [AI4E, LIt RIEESG (0 25 ALY HR
AIF 5T A 1 O M VR S R Aty T 28 T, s
Ay T B 61.8ma/kg®l, IARALTT IR K B AEAR L 11 it
B VH A B I B AR Th 28, AHUR T s R 75 1 945 A i
TR RE R B E B LG O e R 52, 54k, M
b AT B A B i 200 SR 1 B (U AR T %) 224 A LA I HL
WS AT AT R, I A B A AR ot R R P LA S S i
W AR R AFEAE W ?

gi LRTid, nTCAE HE R Py A 5% -4 B B g



310 2011, Vol. 32, No. 19

=T

Y]

|

\

LRk

ERIWE R AE LR R R k2 h. KOHR, D
WX TIARWERT T X2k 7%, Bk
MIWFFLLEL 2, T BRI L D SRR IR HE I A v
AEIAE AL AL 22 o B T 2R AR A, TR A A
BARATWIUH R P A4 5, Pre RS
Ui e R IO A R AR A IR 4 AR AN RE - 20 1
S, SO BRI A AL i R BE 5B )

BN, IR R UAE A Y A HLBE A T B
MELR JUAST5 T HEAT YR ABIE T 1) A B ) s i fh £
AL BB TE 2 HrsoR, W70 2 2R 2R 1 9 A K
Gy, L AR BN FR R T i M ALRE A FH O B ) 5 ) A 5
2) L 73 AT 2 A 5 AR T 5 HOGS i A 10 3 15 £
M S5 AR LR B 1) JE 2% S O AR 5 P LRt 9, W
B 45 1853 (KA L B AR A AR T b B o R KN 3)
A B A 2 AR AL 2 I VR BR S  TR2R %
Ao MR AR R 5, WFSOAE A AR i W)
il 25 VR e I I A P (1) O B A e A0 2 S B

EEPd ¥

[1] MARTINS F, NOSO T M, PORTO V B, et al. Mate tea inhibits in
vitro pancreatic lipase activity and has hypolipidemic effect on high-
fat diet-induced obese mice[J]. Obesity (Silver Spring), 2010, 18(1):
42-47.

[2] LEESM, KIMCW, KIMJK, et al. GCG-rich tea catechins are effective
in lowering cholesterol and triglyceride concentrations in hyperlipi-
demic rats[J]. Lipids, 2008, 43(5): 419-429.

[3] MARON D J, LU G P, CAI N S, et al. Cholesterol-lowering effect of a
theaflavin-enriched green tea extract: a randomized controlled trial[J].
Arch Intern Med, 2003, 163(12): 1448-1453.

[4] YUNG L M, LEUNG F P, WONG W T, et al. Tea polyphenols benefit
vascular function[J]. Inflammopharmacology, 2008, 16(5): 230-234.

[5] TANIDA M, TSURUOKA N, SHEN J, et al. Effects of oolong tea on
renal sympathetic nerve activity and spontaneous hypertension in rats
[J]. Metabolism, 2008, 57(4): 526-534.

[6] YANG Y C, LUF H, WU J S, et al. The protective effect of habitual tea
consumption on hypertension[J]. Arch Intern Med, 2004, 164(14): 1534-
1540.

[71 MIYAMURA M, MORIYAMA H, MURATA S, et al. Inhibitory effects
of “Goishi-tea"as a post-fermented-tea on dietary-induced hypercholes-
teremia and atherosclerosis in rabbits[J]. Yakugaku Zasshi, 2008, 128
(7): 1037-1044.

[8] KAVANTZAS N, CHATZIIOANNOU A, YANNI A E, et al. Effect of
green tea on angiogenesis and severity of atherosclerosis in cholesterol-
fed rabbit[J]. Vascul Pharmacol, 2006, 44(6): 461-463.

[9] YOUNG W, HOTOVEC R L, ROMERO A G. Tea and atherosclerosis
[J]. Nature, 1967, 216: 1015-1016.

[10]  BARHEHI, Moo, X0, 5. 4% BAS NIRRT /) B kA A% i Jo i 4
AAEF IR RE R[], 350U 2 B2 K224, 1999, 20(6): 489-490

[11]  fgite, g, BoH. e BRI ITFU[]. (2R fr i RHEL,
2002(8): 28-29.

[12]  HBFEIL, FILFY, SRRAA, 55 FRAO SR/ BRI B Ak D 1 5%
i [3]. R RF, 2009(10): 4520-4521.

[A8] kg, B 42 RAT I A2 (). P R AL X BRI, 2007(23): 3-4.

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

31

[32]

[33]

[34]

[39]

[36]

[37]

[38]

[39]

e RN LT 7 6 07 Y 1 T 1 2 DA 2, o R A I T S 6 B
HIRFI[]. AL 24k, 2007, 35(5): 390-419.

AW, R ), LR Z, A& PR IR 2002 4EE IR S HER DL
P[] PHERAT IS4, 2005, 26(7): 478-484.

Tt I AR S IR AR S SR [J]. ALK
2R B4R, 2002, 34(5): 525-529

TR 2009 A E TAZE AR S M]. Abst: H E DR R RS
Ji4t, 2009.

NEUVONEN P, NIEMI M, BACKMAN J. Drug interactions with
lipid-lowering drugs: mechanisms and clinical relevance[J]. Clinical
Pharmacology & Therapeutics, 2006, 80(6): 565-581.

MASHOUR N, LIN G, FRISHMAN W. Herbal medicine for the treat-
ment of cardiovascular disease: clinical considerations[J]. Archives of
internal Medicine, 1998, 158(20): 2225-2234.

SANO M, TAKENAKA Y, KOJIMA R, et al. Effects of Pu-erh tea on
lipid metabolism in rats[J]. Chemical & Pharmaceutical Bulletin, 1986,
34(1): 221-228.

WANG D, XIAO R, HU X, et al. Comparative safety evaluation of
Chinese Pu-erh green tea extract and Pu-erh black tea extract in Wistar
rats [J]. J Agric Food Chem, 2010 58(2): 1350-1358.

RICHE, RIAR . EE O IR RN BRI R [J]. A S Rt
I, 2006(3): 39.

KUO K L, WENG M S, CHIANG C T, et al. Comparative studies on
the hypolipidemic and growth suppressive effects of oolong, black, Pu-
erh, and green tea leaves in rats[J]. J Agric Food Chem, 2005, 53(2):
480-489.

TS, W T AR 2 R R4 P LR S 30 9], Th R4S HE, 2005
(1): 15.

AT, AR 55 . VL 2t i AR 09E A B %) A I R 93 ) e ol 47 e
[3]. PR AL A%4R, 2010(2): 579-583

Bt M, IR B, A M VH2RONr S0 R B AL v IR KT R BT
T AR 2R [J]. HP 1 fr i 274, 2009(2): 80-86.

JAR, LA, R, T AR (FAAR) AN R A I B BEAE ) it e ot T
ORI LB 5[], A A% 4, 2010(18): 23123-23126.
R, IR, FLAE. V2 AR BRI I 28O B AT R vy i ik
B[], o AR 2@ R, 2008(8): 140-144.

ROCR, B, R, FHR DR LR S R 2 MR IE D) RE L
B3], HREEAR I, 2007(3): 42-43.

RO, IR WA 2 RR R LR DR RO R [J]. AR A
2006(2): 42-43.

SR IR AR T Be PP SO AR AL B BT S[D]. K 7
m AR, 2003,

XML RE, A, S A, A P L A PO 5K IR T 5 VE R
PRI S BL SE[I]. o [ o B 2 DAL FE HF, 2008(8): 892-893
XU, S, BIGURE. JBAE RO AE T BRI []. b E A
1994(6): 36-37.

KUFEBE, KW, SO, At 200 K B AL IR 1R 5 i []. 8k
P2 22 e 2441, 2002(3): 177-178

BRI, TRAR, BRIV, A 00 A R I B i I 4 F A L4
ORI, ZEmH L, 2010(2): 124-128.

P ST, AT G, AR, S BRI Y IR £ R SE[]. At
Bl 2007(3): 211-214

FEJTEL. W1 TR AR ML A B2 K 1A Bz #ELAM I L e s o AL 5 [D).
Kevb: g k5, 2008

FEJTLL, XA, TR, S5, A6 A BRIt vo JIE ] e ot 37 K B 1 i
P BT BER M), TR 24, 2008(2): 129-132.

FEJTLL, XU, e, 55, PRI B IR 75 5 X R Sl Ik
REALTE He K 1 ADMAINO B [J]. o FE I R 245 812 5697 2%,
2008(7): 747-752.



XA R

S5

86iltl=

2011, Vol. 32, No. 19 311

[40]

[41]

[42]

[43]

[44]

[45]

[46]

[47]

[48]

[49]

[50]

[51]

[52]

[53]

[54]

[55]

[56]

[57]

[58]

[59]

[60]

WK, SR VLA R 228 PG 2 4 I IR PR B4 9]
ThE SRR, 1997(3): 174,

PO, Wik, PN, . RO AR AL R ) 50 i 1 R
B[N W2 B E R AR, 1994, 2(1): 22-23.

H S N A £ 27 M I 0I5 A B Fon AR 5 [D). b
g LG ATl KA, 2008.

KA, e, TEIRMG, A5, o T AR Ve V% e U IR A
HBEF]. ZntEL2, 2006(1): 49-53.

TRACYE, ARY DT, XA, S5 VH 2R T B8 R SR BB e I 4 T
FE[I]. ZEnER2E, 2009(1): 41-46.

FELACTN. ARAL 25 Pt R B oy 1) e L S R UE 2 D REFR[D]. Kb
BRI, 2007,

AR, XA, S dtae, A5 AR 2% AN TR A TR A B A (1 5
], 2R, 2008(1): 62-66.

AR, XIfh4e, Bz, A5, il b R SRS 20 FXR R
HIPE T[], frdb 2%, 2007, 28(5): 331-334.

AR, X, Sz, A5 ARAE e J LR 4K Bl 43 Ty v il
FRERITFU). Ze AL, 2008(1): 39-42.

AR, e, Segtae, 45, vl i IR it SR ARG 2 e IR Th 2]
&R, 2006(3): 209-214.

KEM, W2, sk, 5. o E A0 PPARS PR IWFFL]. 50t
R, 2008(5): 319-325.

KEM. b RIS 2B D) RE VAN ZE M U 5 [D]. Kb W g Ak
kK2, 2008.

MURAMATSU K, FUKUYO M, HARA Y. Effect of green tea catechins
on plasma cholesterol level in cholesterol-fed rats[J]. Journal of Nutri-
tional Science and Vitaminology, 1986, 32(6): 613-622.

LOEST H, NOH S, KOO S. Green tea extract inhibits the lymphatic
absorption of cholesterol and a-tocopherol in ovariectomized rats[J].
Journal of Nutrition, 2002, 132(6): 1282-1288.

DAVIES M, JUDD J, BAER D, et al. Black tea consumption reduces
total and LDL cholesterol in mildly hypercholesterolemic adults[J].
Journal of Nutrition, 2003, 133(10): 3298S-3302S.

ok, BRANEL, A0R0F, 55, 2R 2 Wi e IR RE S il 85 . s
SO A B MR B D BE IS M []. ) AR 255 B 5 3R, 1996, 12
(1): 29-32.

TRAF KL AE WX e I L A B 4 A I A P O 5 R LIRS [D].
BUM: WK%, 2003.

RONGY, JHHSE, S, A5 28 2 I Sk IR MURE K ULl L
WA AZ A (RS [0]. P S 25 RH, 1999, 6(5): 296.

YANG T, KOO M. Chinese green tea lowers cholesterol level through an
increase in fecal lipid excretion[J]. Life Sciences, 1999, 66(5): 411-423.
CHAN P, FONG W, CHEUNG Y, et al. Jasmine green tea epicatechins
are hypolipidemic in hamsters (Mesocricetus auratus) fed a high fat diet
[J]. Journal of Nutrition, 1999, 129(6): 1094-1101.

SIS, AP, AR, A SR AR B B AR T

[61]

[62]

[63]

[64]

[65]
[66]

[67]

[68]

[69]

[70]

[71]

[72]

[73]

[74]

[75]

[76]

[77]

[78]

[79]

[80]

[J]. ZnR}2, 2007(1): 8-18.

HOLM C, KIRCHGESSNER T, SVENSON K, et al. Hormone-sensi-
tive lipase: sequence, expression, and chromosomal localization to 19
cent-q13.3[J]. Science, 1988, 241: 1503-1506.

R, ST, SN, A5, e VE 2R 2 200 R B R B IR I
P R L mRNA SR IA D). & 57254 1R, 2010(4): 362-366.

LN, YRS, SR, VU3 2 BRI A0 g U 1R 5 1 1 4 £
[3]. R BT TUAE B A=A, 2007(3): 291-299.

AR, e, stz 2t B R s IE /R TRt Je[3]. th = A8,
2004, 26(2): 8-10.

ST FU oy B IR [I]. AR W FF R, 1997(10): 8-11.
YEH C W, CHEN W J, CHIANG C T, et al. Suppression of fatty acid
synthase in MCF-7 breast cancer cells by tea and tea polyphenols: a
possible mechanism for their hypolipidemic effects[J]. Pharmacogenomics
J, 2003, 3(5): 267-276.

LIN J K, LIN-SHIAU S Y. Mechanisms of hypolipidemic and anti-
obesity effects of tea and tea polyphenols[J]. Mol Nutr Food Res, 2006,
50(2): 211-217.

TeAeE, YEAR K, JA/NES, A5 2 2 WIoxT i IR U K SR i 2 JFF A o
TR RS VE R[], 5 97441k, 2008(3): 269-272.

BB JESEFE, ERER, 4 RO FIGYT IR LI AR £ 3]
THEREE, 1997(2): 124-126.

TS, AL, ZRIEFT R ML AE AR AR O MR A AR 2 O UG
LR (). WE RBR A e 2441 BE AR, 2009(4): 14-16.

TR BR A AN I R A 2 A3 1A B R RS 1 (15
Wi[D]. AJH: WK%, 2006.

WG, KA, FUMBE, S5 RIRHIHI 2R 2 AR S A
[3]. ZemM- b2, 1991 (34T 1): 23-28.

N, RO, . BRI b A E AL S AR []. AsH
B2, 1991 T 1): 29-33.

AR, XA, sz, A5 ORRE 2R N T R vh AR A2 Ry (AR
1B[3]. B AR, 2008, 29(2): 64-67.

FEREAE, W, XIZFE, A5 DO 2 BT 27 B RIS [3]. i
B2, 2004(4): 266-269.

XA, ERGE, T, & RAAI EEEA RIS 4
e KB IK]. A HREF, 199119 11 1): 34-41.

b, S gz, I RE, A8 O N L (B ARG 5 A 3
At TG R[], A4, 1991(H T 1): 76-80.

e, UL, SCHA. BRI RIS S A [3]. T R4k L, 2007
(6): 126-128.

HWANG LUCY S, LIN L-C, CHEN N-T, et al. Hypolipidemic effect
and antiatherogenic potential of Pu-erh tea[M]// HO Citang, LIN Jenkeun,
ZHANG Qunyi. Oriental foods and herbs. American Chemical Society,
2003: 87-103.

AR, W VA v e AL (KA R A T T A IR A
B[], JTk = 2%, 2006(12): 1326-1327.



