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Abstract: This study aimed to investigate the effects of Pu-erh tea on blood lipids in apoE-knockout mice. So we se-
lected 4-week-old male apoE-gene knocked mice, and they were randomly divided into four groups: atherosclerosis
group, fermenting Pu-erh Tea group, fermented Pu-erh Tea group and drug group. The all mice were used as the control.
All mice were fed with normal chow diet. After 90 days, Vessels blood was collected for serum lipid, using automatic
biochemical analyzed measuring serum the total clesterol (TC), triglycerides (TG), low-density lipoprotein (LDL-C),
high-density lipoprotein (HDL-C), and other hyperlipidemia indicators. The result is that Pu-erh Health (cooked) tea
cansignificantly increase control of body weight (P < 0.05); reduce the high fat mice serum TG, LDL-C content, in-
creased HDL-C in (P < 0.05); And cooked Pu-erh tea can significantly reduce the high fat rat serum TC, TG, LDL-C in
(P <0.05). These results suggested that Pu-erh tea may play a role in anti-atherosclerosis in apoE-knockout mice.
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RN E(LDL-C) =% FENE 8 I (HDL-C) 55 MR FR 7 I gs BRI, #o3hn] B ]/ R
REIK(P <0.05); A S Al B BFK/N BUME TG LDL-C I &, F+ HDL-C fI&&(P <0.05), Al
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# Jle &5 A E(apolipoprotein E, apoE)/& [l 3% # & L ) e ‘ ) .
KRR | 28 1 T 5 Y 316 & A (apolipoprotein
HAETH: ERIRA )P AR R B L TI(CARS-23),
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fiodds, [Hit, #t= apoE W< FBUMMBKIEIS+E & H
IF) 2 P 420 Joit AR 2R 1T 50 25 2 51 2 50 K S A A Ak (AS)
WM. apoE FE KRR/ B JRFR apoE = K] f /)
B, HH 3R & S AR MR A A A 5 A S IR = AL
R B SRS K 2 B A SIZE N FH R I 2 i A
% (gene knockout) AR T 1992 5 & Be Ll X Fh/h
BTCIR IEH BUs IR A & AS B RIRALERANG 7 1 it
ST TR 2 51 AT 7L

AR A RN LR E A Rk, £
apoE J& KB/ SRAE D ilieons &, ARG RN, 52
2R 90 Km, Mg HMmAEE R, Mt
HHE e S BA TSR R I, 9
TRAE DR AR BB AR TS, i 9 3 1 R R
FARBEZE, AR BEEH 25 7 M g e R

2. RIEHE
2.1. iREEh4

SPF 2 C57B/6J8 JH W HEVE/INER 10 R, T NI 44
HE20+2g, AFFFAHES: SCXK(if1)2007-0008. K
JE T =T R RF R R .

SPF 2 apoE(-/-)/NiR 4 JE WS HEVE 40 H, WGBS 44
H 20 £ 2 g, AFFVFATIES SCXK(5)2006-0008. 3K
JE T AR B L .

2.2 R

1) Rl HEAFCER) . WHEEE): H
R RAESFEHHRITEAF AL A7 H I
2007 4 6 H; AVFAIES: [2006] 5 530922-000132;

2) TR S TR Y I 26(XZK), T
TZ)5;

3) takl: RS PR, KR, R
170 TRHE P AE SCXK(7H)2005-2009.

2.3, KRR

SEEE(TCHO) H il = J8(TG) Tt s A4
Y TREH AR AT K% 56 8 2 H [ BE(LDL-C). =
# G 8 A E RE(HDL-C), W TR AR X A4 TR
A

2.4, EENEE

RE-52AA Wi 784, L RAAAER )
TMS-1024 4 HENAE BT, HARHS; Leica RM-
2145 gAY AL, FEE GG Leica EG1160 (L3
Bl: 8 EHi; Leica APS200 41235 K HL; 4 E Hli

25. FiHR A&

25.1. FiFHI& S ED

HHE 100 g PR =R (K IRFRKEE N
1:205; 1:20; 1:10; R3&EHS[E 435024 20 min, 20 min.
10 min)— BRI IE— & FF = IR IR 17— UEIR K
RS Z 100 mLORARIRSE 60°C)BMKE&H. (L
THWIER 1 WHRIZTRGIRIOR) . A5 — Ak
Gi—I, YRR AR AHREAAC), EB IR
5], BLECELH

25.2. BREIE

HERAFREL 2 g TR MR 2 ER N WTEM, TN BEAt
B, NN ZEEEK SRR RS R N 50 mL 2% & i 5 2%
BRI, BN 4% 5T 2GR, BB

2.6. B ERAL T E

2.6.1. S E

40 HHEME apoE(-/-)/N R BENL 2 A apoB(-/-)xf R 4H
(10 K, apoB(-/-)EHAE A2 (10 ), apoE(-/-)H 24
#4210 R), apoE(-/-) i 2H(10 H).10 A C57BL/6J
INERN apoE(+H) A IR, W 1.

26.2. RWAE

1) Zh¥tas

ERNAEETR T RJE, ARKIFR T AL 4 oK
/NI . FTHSIANIR B IR, K, &
S0, BRTCIS g Seifim i, RESTC W, L

Table 1. Grouping and dosage design of experimental mice

& 1 SIS ERERERT

A5 ZRW Fillks
apoE(+/+) %} 4 ZEIHK
apoBE(-/-)%f 4 ZEIRK
apoE(-/-) M H A A5 4 WIS 30 mg/kg-bw
apoE(-/-) W H A WH AT 30 mg/kg-bw
apoE(-/-) b IR 2440 AR 10 mg/kg-bw
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TEBR Y, DiELHim, XM, EFREIF, X
MFE RS, T8R0E, KM RE.

2) SRR T

AN RIS B, HEE AR, 5
Gi's. ARSI Y. S, WA,

3) B g I

IEL %A SPF KahPysiin s, iE: 20°C~25
CHEZE <3°C); WS : 40%~70%; %L 10~11
Wy SIRIEEE: 0.1~0.2 m/s; JEIREAE: 20 Pa; %
R 10000 26 75 P REAFRES): BHAA 9 em £
FEMIFHLE 30 min, B 37°CIHEAEFE 48 h, <3 /ML,
MRBH: 12h: 12 h BAEACES, MREE: 150~300 Ix: M
<60 dB. SEER s A ATHE: SYXK(¥)2005-0003.

FIYEHL: CSTBL/6J /N A apoE & [KF b /) B
£ SPF K #hW i, HHIRETOK. &5 5 ik
BTG AR VIR BERBRISY, REKEESET,
H 0.1% & B - B R LIRSS G K B 55
BRSBTS, 0.1% FFHER AR AN 2L,
TAEZ. . 1IE*hPIRFE =R EANRE . BLFm
LA H AR RS F R 2 A% 0 B 50 AP BT 15 min
ANV FIX

4) TP b B

KALOEE, BRF E(9:00~11:00)FFH—IX,
HEELE T 3 A H . Sl RN 02 mL/10 g,
T S VS g RIS 7 ik AR

ISR 3 N H G R E — K, AR A B AR 1) 2
YT A & .

S 3 NG, T EASIKER, ]
HAmEshy), W4 2~3 mL. B BCERIMAEE T 5
mL B 0T, Bl 3000 rppm/min B0 15 min, 4% 10
T, —20CHRIEARH .

W /N RS S E EE(TC) s Hh =E5(TG). =
% J A5 2% 11 BH [5 B (HDL-C) AU %5 5 i 2 19 I [
(LD-C).

RAE Plum R EMTEP, HAR Al = (TC-
HDL-C)/HDL-C 115 sh ki k4544 .

2.7. GiitFabE

HEERNRE B IE UL X £SE #o~, F SPSS17.0
G B A B AT S, 2 B
R &7 204, WA LB g 8%, LLP < 0.05
VE N2 5 S B PEFRUE
3. ERENH
3.1. LEZER} apoE EEEEE /R ILEFe4R
BN

MEE 2 TG Y, EVE AR R AR R 2 e B i 24
£

A TC & EHEIE R IR S 8 oRE BT, 25
DI R KT, MARAS apoE(-/-)WIRALAHLE, T

BEA BN KT, SREARZGAUMEL, PRSI

Table 2. Effect of Pu-erh tea on blood lipid level of apoE-knockout mice: (X tSE)

2. HHZFRX apoE EERRR/NGR ML MAS K FHIBM: (X +SE)

2453 TC (mmoL/L) TG (mmoL/L)
apoB(++) %] 2 260+039A A 0.76+£035A A
apoE(-/-)xt HR 41 46.75 +6.52" 2.50+0.71"

R Ha 2 2H 1476 +7.12"/A A 1.08+0.43A A
WA 23.44+497"/A A 0.84+053A A
T SH 2125+6.99"/A A 123+0.72A A

2053 HDL (mmoL/L) LDL (mmoL/L)
apoE(+/+) %t R4 1.93+0.17A A 0.67+032A A
apoE(-/-)% IR 4 7.61 £0.82°" 39.07 +5.78"

FelE 2540 421£127"/A A 10.55+5.91™
HAAA 525+038"/A A 17.18+3.83"/A A
WA S 539+£1.39"/A A 15.84+576"/A A
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(P < 0.05): FHVEAR () 7% % 212 apoE(-/-) X EZH
KRR TG SRR T, ZRIANEE
Ko 2R ] B S E fE R TG &, A
FNEHF KT, BN TC BIFHISCR AN 2 5 24
AMXT TG BIAMHIVE B S, 3 m]Aaae /N BRI i
I TG B EIRBIEH K H, HHZEN TG 1
PNl R 24 B B AT B AR 254

WHAZE A B E T HDL-C & &, ZRBiK
apoE(+/-) X HEZH . apoB(-/-)%f HE 2 2 B 2 25 /K,
5 apoE(-/-)%H B IA 2B 2K, #ORART B, H
ZEFAYE, . A S AT B K LDL-C &
&, 22 55 apoB(-/-)X HEZH K apoE(+/+)% e 4 2 Bk
BEKFY, MSBERZAHAMLL, Z7EEP<0.05),
A ZREL apoB(-/- )X A SRR 2520, AR T2 R 2
L2 7KF(P < 0.05).

e E A= () 23 m] A RS /N BRI 1 LDL-C
# FF, HDL-C & & bJb, HHA %% HDL-C
e, fERBE, S EAZNFFIE LDL-C M8
B, EHBE, HEEZE0 KN R+ LDL-C
& KJteE HDL-C S &EMER, HERTREAY.

3.2. ApoE ZERiBR/NR EBKIS EERE LR R

apoE(+/-+)X} {20 5 apoB(-/-)4f FRZH . AR 244 .
EATH B AS AR R EE R, T
KRR BT s apoB(-/-)% B4 545 v A5 4.
(PE 3 ZE R B E KT, EEIA AL {E 23 K,
A DA VE 2 A B R LA R FE R A R s AR TR
HE IR 8 2 7 T B E M ZE R 3).

4. i

AR AR A PR B IR AV .
ek 1t i F) 4 FH AT BE 55 T 2 R TS i 2 Iy B AR Mk I
FEAF A AT T R 5% o AR SR AN AR AT
PRARSI KA AL TR R SR — B DLl kol FEAE AL
ffER, HAMIERIPUHIE ARG, RSP

AL, FTREE S PUIIER K.

25 P A L AL 25 B R RO L, A RN L
HEIER Y ERWHES . BT am K RE AES R
AN SRR AR, AR AR T T A A 2 W L
P N I3 R =i e aRAN 1 o I S N 2N
Pl A B4 HR AR R SRR, ERRER I
2B AR BRI 2 R A 5 AR A
Ak, TERCT EE A B S AR, A BRI AR
IR AR IR, FLR, RHER A TE )
ERIRAT o VH AR HE R ST S LA B I 3 R
Iy NFER, AERAEN) b RS NEE R R AR F . e
IWEIR AR = A R AR 7K 2 BB R R T, K
ERRZWEN. G EARMEERN R B
filt, WA EI LR S T AR 4G
G—RYIRPL, M B AR i

REARI AL AS FEBRHN R —. AL
2 N RS 38 vy o P B AR 5 1 2 22 W ) % ot s 1
&R SR REMEAEORMPFKIE TC. TG Al
LDL-C /KF#I{ER, TC/HDL-C EbAtiA8 4L/, % HDL-
C AKPREMAAN K o P37 e ST 255 22 oy B4 1 AR e if A4
VEFHREAT T B 90 R I 22 Wy e A R0t B ARG v IR I oAE
KERIMEH TC M TG B& &, HAERKIME TC I,
W AEFE R HDL-C & EOARIG R apoE F: K i
7N B I LR AR 2R 00 VA R B I R A, 25 SR
e 5 apoB(-/-)XF IRALAH L, S VE A F A T 2R 4
TC. TG #1 LDL-C H/K-FH B FIK, 2R ST
B X (P<0.05). $&niEEA B IMmAEH TC. TG M
LDL-C (1 ; S Me2541AHEL, M H AR S oA ik
I H M =R rIRE I SRR AR Y. AR R
T e AR M [T s AL 4% FE IR 2 AR T b, AR P55
TBEMEZH(P < 0.05). A2 2%55 B A1 B AR e JIH [ BEANIC
2 R G B 1 IR T B 5 T AR S (P> 0.05).

FRAEHEM, HE 2 &8 E T 28 AR v R
SRVR T E R JE R R AR AR A R A R
HAE S R I FE v, AR BEREy: Rh

Table 3. Effect of Pu-erh teaon Al of apoE-knockout mice: (X +SE)
5= 3. THFXF apoE EEMRNE Al REMFW: (X+SE)

LR apoE(++) %} B4 apoE(-/-) 4 IR 2H R4 R 240 W H A WA S
Al 035+0.16AA 5.14+0.50" 22+1.00" 3.43+0.65"/AA 2.84+0.85"/AA
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B HEE. RERE. KeihEs, BHRS. XER
JEAETE MM L IRLSEARN G o S5 5 A5 R AT BA
FRAEARTT IR o I B R I RS DR B T
DI F1H9E S -
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