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SEFI R S5 T LA 053 D5

TR IR A 7 HE, e
CLMF ALK et A A SR s, WM KV 410128; 2. ST RE M A TRESCARBE T L,
WA R, W KV 410128; 3AEYITIRER DRI A @R R AE G, WIF KD 410128)

fi 2 LIME YR (cardiovascular disease, CVD) K AE 32 BLAZIAEE 544 N 2= 52 M, 3L 32 B0 R AL 46 = 1
Wi T IRE S5 I S DL RORE PR A Bh kS BB 4E (atherosclerosis, AS) 25, FTid ik B AH AT B 1l
MNEBEPMEREAM . AR 7R IR 2B, ILRRRERM. RS S R
Yt FFRECVDINRF IR, S4h T L EThRe R sy i FERE R . R IIE T RE . T AS BAH IR H o
CVDI T ZEHUH], FEX A DIRe s/ A H 50505 M3k AT 1R EE . B E AR Ty U A B K% ¢ i Tl e b ik
AR SH,

FEER . RMhReRsy s AR WEER: O MmE R, PR

Recent Advances in Research on Functional Components in Tea that Can Prevent Cardiovascular Disease
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Abstract: The occurrence of cardiovascular disease (CVD) is mainly affected by the environment and heredity, and the
major causes include blood abnormalities such as hyperglycemia and hyperlipidemia, as well as diabetes and atherosclerosis
(AS). CVD has become a heavy health burden on individuals. The current status of research on the preventive effect of
tea functional ingredients such as polyphenols, polymerized catechins and polysaccharides alone and in combination with
natural products on CVD is summarized. The major underlying mechanisms are reviewed such as by reducing blood glucose
and lipids, regulating intestinal function, preventing AS or exerting other related protective effects. Directions for future
utilization and research of tea functional components are also proposed. This review will provide a theoretical reference for
the prevention of sub-health by drinking tea and for the development of functional tea products.
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A B IR M RER 7 38 ks, g4 ik,
E WA S@ERKERITR T KREWR. ZHHE
B F T 5 0 ML 5 (cardiovascular disease, CVD)
P EBEINREMER Y, WRERZMEMIR JLFE (tea
catechins) . B LB FRESS)  JLRRBEEY OOk
# (theaflavins, TFs) . #Y4L% (thearubigins, TRs) .
F# & (theabrownins, TBs) . EBEEH JL &KX X
(theasinensins, TSs) . B RFXEREAZ M (oolong
tea polymerization polyphenols, OTPP) ) LK 4% b
(tea polysaccharide, TP) %!, BE2wf 7R, ik
By BAH A S . RS R USRS, S RHLPT (insulin
resistance, IR) LASKEARINE 77 (1 FRAR 2 e RS R A2 1
FEHL . (R RIRPAN M DI RE K . BB R B R )
W] DA B B PR (/R A s Hah =8 (triglyceride,
TG) 5 RJHMEEE (total cholesterol, TC) /K Fid 55
F 1L 5 A C VDR LIS R T e o 2 78 o
(type 2 diabetes mellitus, T2D) FJFZRER, KESHHEHE
W IR R, B RAEBEWRLREELL A CVDI E
LA, gk 1 R IR IURE (0 26 32 LR TR RS
AL, AHL At S R, AR S RS S R 5
gl ECcvD!™,

AR SCAE BT OR R SRR SR b, B i DL TRtk
5 TR CVDAE I e DUIR AT R, 2 T e Ada
JR /KI5 0E (stachyose tetrahydrate, ST) . KFp-# R
(barley B-glucan, BG) . —J&TAHE b S5AM 1)
RES A FE G CAD T TR W RIVE R, R T it Dh R oy
BT CVD = ZEAE ML, I X255 - D R s 43 BT 72 8L
AT T RRE.

1 REBEMR

ZEM AL 2% (tea polyphphenols, TPs) EA %
MR B MG Dh ey Wy it 3 B DL LA R N F AR
BORE RS . DA2- 2R (0 Ji i 25 A 5 ) 1) 2 i 2SI v I
H, REIKRFEEARILAZR (epicatechin, EC) .
FWETILEZE (epigallocatechin, EGC) . FJ)LFEH
B FHRlE (epicatechin gallate, ECG) . K ETILE
KB TS (epigallocatechin gallate, EGCG) 4 Fi,
XFILH FE AT G L = AT AR DA E o,
PR T BRI kb B3 R R R L 2SR
(kaempferol, KPF) | #i{[i 5. Wi & 5HEL &R
Pl 248 0 2 AR R o
L1 ZRZ WY ) o E

2 [ Al — R A B se 365 s AR
FEUOB VR PLTPs T B A 43 fif 3 I AN ) 34 428 A 81 o .
BERIMEF . o, Butacnum5™ 5@ i i AR UUE B AL HE

SEIGUESE T ASFE RS I TPs AL AT 5 & 2 Ty xof 1E 7 52 &
HUHE R T 0 5 i A Y B R ) B AR E A . sK
R, EGCGH] B RAMH AR5 S8, B2 5 i b LA
MALEE NG HE E (low-density lipoprotein, LDL) 7K-F,
TN A EGCG BE A 5 1% A A Pk 5 g i 122027,
T2D A BB AR U 35 8L 14 5 05 V6 97 B s E T ok 4% IRFA 3 5t
i A5 5L S . Lu GanZ!" AR kS P i 5 1
JiF9% (nonalcoholic fatty liver disease, NAFLD) AF,
R ILVEGCG ] 38 58 Ji 5 2235 5 R/ B0 U v Jk &2 3% e i
fitf (insulin degrading enzyme, IDE) 3EM:DL AR H
PRk, HEFREKHME, 2mil NIDER B8 &R TT
NAFLD ) 25448 £
3/ A R B U 0B AR 9T e pE B 5 —
. Liu Jie!"f1Tenore %5 % B F i BLHE U 4 11 /)N
B2 5 I B A B A FLU B 2 43R, TPs 5 B8 VE ¥y
R RE B A A EAE T, AR IR A RE 0. TR B
AT g 5 30 SO A 5. ML IRiEsSE T S ECH
i A 3 A ek 2 P R D 4E 48 SR sk B A ORIR, IR A
FWIECIE I o 5 A5 107 240 i P Joa D) 5 s R 2R 08 T f i e
W A H IR R A A Bl ) S R (oxidative stress,
0S) FI#Z K FxB (nuclear factor-kappa B, NF-xB)
(RS SEE WP R, ECEAH 5
2,3- " FEFEHER (2,3-dihydroxybenzoic acid, DHBA)
FETR] B T80, R 0% 45 1 4 267 W P A0 R o3 0 Tl T s 1 =X
TR R #2 AL i (phosphoenolpyruvate carboxykinase,
PEPCK) [#7KFKik 208 15 & ML & wEfa s, JF A
WS O B A PR B S TR UL - 3 -/ R B O B
(phosphatidylinositol-3-kinase/protein kinase B, PI3K/AKT)
ey S N AT (s
KFEABRER W R B, 1E— & =30 B P 3 i 2L

T B R A AR R AR 2.5 £, T2D K AR FEAIK
26%"7". Zhang YanlingZ W) 8¢ $|KPF 55 i & P40 A ik 1t
B REHNE A5 5 MR A BE-3 (caspase-3, CASP3)
RS AL, PI3KAE 7 4 4100 771 A 7 2 W KCPF 1 40 240 A
T T PI3K/AKT Mlc-AMP/PKAR R . 1 # H KPF
(50 mg/ (kg my, = d) > WIFEAC T /N 5P AR G 2 A0 1

(pyruvate carboxylase, PCase) y&EVE. TAMERALFRE, H
e KPP {2 25 FEAIS 10 0 K BRUILBE K~ (P<<0.05)
I bR S R HURMER Y, Ak, Luo ChengZ5P2 Yilk
SEKPF 5B & DLAR EAR AR, w] R i #) JHE I IK KB

(HEALIEHE ) /NF-kBfE 5 K £ HINF-kB/P65 AL IR &
AP, 3 30 I E 28 5 VA TR IR K BRE - .
Ab, WM ER BEIOE I H BRIE A0 B B - A A
Bom A F las ZWiLEE3 (AMPK-PGC-1la Sirt3) {5538
e, EURBE SRS S S O U R U R
L 5 3 B 25 it o 7 LR 1 B I e S P o b O i BT
FLvE T SRR R B . (R RS S SR
WL A A2 1] LB
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1.2 ZRZW2RY ) b g

EAAT AR, JLRRBEALTIHTG, TCHLDL
By g6 R A e KT T S IR IR (free fat
acid, FFA) 2 3 Eum i MAE 1 B 2, JFX Bk & B4
Mgt — & ffER . TPSTHEGC. EGCGH i B4
il Fe e & FF (fatty acid synthetase, FAS) % 1HEkiE it
PI3K-AKTAE 5% 5 T 1 i A A i 1 185 TRV 80T 52 sy
(peroxisome proliferators-activated receptors y, PPARy)
FIFAS K IK K ik B D TG R P78 S 40,
Ge Hu%™Wf st %W, ECGMEGCGHEE I Nl H ¥
IR 3 i CH R KRB (mevalonate
kinase, MVK) . W2 ERS-FEM R i 2B (mevalonate
5-diphosphate decarboxylase, MDD) FIEEREER 1% JE Bg &
fH§ (farnesyl pyrophosphate synthetase, FPPS) ) [¥iif
A SR ol JEL 2] 25 o

i RS2 AESE T RSN S H mKFIILERRT
SRR E RICARIR S &, i EANLDLE AL RE
kb CVD R R P 2 E R RS (B
KT RIEE FRATAEY (50.0£0.4) mg/L. &
Ji-3-BE (424+2) mg/L. #FiEE (32+1) mg/LFITFs
(90£1) mg/L) 84 dfi KB MEINE (18.4%) FH
=M (35.8%) KU R (P<0.001) P4,

TR AL &Y 5 EGCGAE B A ALY B I I5 8 H -
TSN A E RIS R I, i e ZFNEGCGX )
JOEL [ P Pl 7 L P8ORS T U AR ] e J PR v
(R AR R, EGCGANE JRE (1 B ™ Lee®%™!
LI K W], KPFIE(LTGHE R H A 7 & LL A I 18] 4 6
P, X 5KPFA] R85 S A Wl 14 58 58 70 B0 2 o
(peroxisome proliferators-activated receptors o, PPARa)
SERBFARME S FE K.

1.3 ZRZE R E 5 1

Wi E M H R S VAR IR A = VI &R, TPs
A IR o~ g T A DR R Y T B AR AR . TPsEH LA
EGCGHREB 1T = BE IR R B 5 I E MBI 8. £
FEPE LA E e, JF HEE R B B B & &, 8500 H [ i
FIVHR T B F e, o5 v AR R 5 3 O R JRE LA 2 3 Al AR
FRL2ON sl B, TPsIE ik 3 LR B8 1T A
PR AR 5 B T 1 B0 R 0T 2 2 B PR AL 5 B T 1] S5 40U ERT )
IECME (F/B) SRS S5 B E M e W B I 4 1 o 32
B 2 RS, TfiXia YunZ5 W d A 168 rRNA
e B P ) BT Ps ) BEJE I IR 73 W R 4t Ctype 11
secretion system, T2SS) . T3SS. ZEff[A-F (elongation
factors, EF) . HIlIE-3-B5MR A HG (glyceraldehyde-
3-phosphate dehydrogenase, GAPD) [HZRIA(ERE | iEFH:
AR v 2 R AR K I B SR T KB W A R
(P<<0.05) . #RW, IR SR @ HEE12 1

B FE N R G 2% 5 N\ T8 o A 0 A A A S 3 R Y,
(BB BF 5T R AR R 28252 B B8 T & 1 i AN i i
AR, XA RE S KRB AR O,
PEF 0N AR T i A AR, B —
S AT R HE S0 AIF S
14 K2R B ORA S I ASAE F

JFEE R N EE MR WA BERE, i
AZE5PEHRAW. X ZMEBEEG)-RETTIL
FHE3-O-FHE T TEE ((-)-epigallocatechin-3’-
O-methylether gallate, EGCG3’Me) . A MIFHR
ALl N ELE B (aspartate aminotransferase,
AST) . BN %N (alanine aminotransferase, ALT) Al
A % (malondialdehyde, MDA) /K-, 3 FiHBEAY
i1k (superoxide dismutase, SOD) A kit itk
Y (glutathione peroxidase, GSH-Px) yi&tE, ASHIATIER
PR, B X NAFLD B # IR ST R I, LA
E M HPAAEGCGREMGEALT K 8-F R 41l ki /KT . EGCG
TEXT U 2H 218 ik A0 AN 98 0 DL R 5B FE A8 1 . /N
IH- 93 95 e I A A BR B AR 25 THT 4 EL A R kY,

FBk s FEREAY, Catherosclerosis, AS) &CVDH
DI AL, 07 LA P R T e B A AR 2 P LA B T e
FA AR S YRR, KIES > CVDI & A5, Yin
Jianguo® M Liu Shumin®"44{\ NEGCGiiliid Jagged-1 Giifi
PROCHENE H) NotehfF 5 CATTAMAKAS @)
15 BB NIk A B2 40 H (human umbilical vein
endothelial cells, HUVECs) %% E AR EEREH
P B D Re G, I R I R G A R T A
PI3K/AKT/eNOS(E 5% F @ 42 K Wil [F B - It 2 R 75 =
FIHUVECSH - A B TTIA N TPsHE U8 B B A ] AR I
PG (vascular smooth muscle cells, VSMCs) i
o5 rapatel . SRR A PUASHE M ok T B e W AN B I, (E
KPF. #it e = A 2= E T IEd bu 28 . I LDL Ak 7
TP BT, 334560 B A5 A7l

2 ILERREREY

2.1 JLARRERESYRRE MR

TP 9 R U245 W Jin T 3k A T S 1 2 3% %o o LA 1T i
AINER . 4 DL K 34 5256 25 % BH TR A TBs A7 [ il
A R 7025, TR ST B 67 S 56 b Al 0 S A/ R
MURE KT TR o I 3R A B ML 7K 728 1 fg R [
#, BT TFsIORAEORHRE PR R ML IR [E B¥ . LDLAN
TGIKEE, i & A TEsAITRsFIYORHE §E 55 AR BE PR b
TR N 5 Rk . Tong Tuantuans ™57 iR
(palmitic acid, PA) 55 HA R FZHPUM HepG241 i
WEIC R I, TFsAENS I H PAXT Hep G241 i 5 B 2-(N-7-Hi5
HE-2,1,3- 8 FH I8 — -4 R )-2- it S-D- 1 67 0 P 48 4 FH
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(P<0.05) , i bR 2 32 AR A 1/ AK T/ 3] & i s
M4 (glucose transporters 4, GLUT4) &2 3% PA% S
1T Hep G240 it 14 76 77 B £ EURI 8 15 2 kb

S0 AL A4 T 8] 25 R (SRR RE JT, AT DA AR IV s I
BRIRAS . Qiu JuB ™ YR IS0 pmol/LIY R EEAL LA A
(theasinesin A, TSA) FIZEEEMY LS HEBAH S T 1 pmol/L
JiR 5 2R e AR DR B UL SR R ) B, #E U T TSs
S8 S A XU (calcium/calmodulin kinase kinase,
CAMKK) 5 1 AMPK B AL 15 5 38 B 1 0K B 8%
JULEIT B 4507 5 60 4 o B 3T A F 9 3% BH TF s b B 58 285 g
T E AL A B TR AR, RN TFs XS /N BB
1L A FH 5 8 45 o T8 A B A 5 kA, SR
0 TBs it VA S8 A% 15 1R A1 %oF o~ i1 2] W 7 g 0 1k 00 1) 2R 08
81.8%, %485 i ML AHAE R "o
22 LR RABREMRFEMAREH

WATIR IR, KHRFEAKRTG, TCH =
P dase ™. ALK R, AT TFsHFASH 1
A R TR G, B RO T AN M R AR, R4
R KF, TFsid B 4% 15 B 20 M i 107 HEAR 484 o U
Jig B AR, R 2 5 v i e A T R g i
(pancreatic lipase, PL) %1t 58 FA 7 B ook g 107 W isc
TFsXPLIE M A0 HIR N (1.94£0.2) pmol/LPY,
TBsXPLIF ] % 9 68.6% ", 1 % H 2 TBs 7 &K
FEINEIPL, 2 Am I E 825.96 mg/mLP. A
T2 FIOTPP L A [# g /E 1, Toyoda-Ono%Z%!**L)
500 mg/kg m, F11 000 mg/kg m, OTPPZ; 24 FAfi 45 5256 /) i
i e Ik = R TR 3 53 % M 76 %, B AT R
Gefi 7 /N RVE G A H i =R U .
23 )LEREREWR HE HEH

WA B w2 RS T T DL SE i E v R AR
T A2 A o [ P R WA LR R R A R i TE ) e
(BN . TFs. TRsAITBsHE M 52 10 & 5
MERKRTG, TC, (K% /& A HEE (low-density
lipoprotein cholesterol, LDL-C) 7KF-Ft& (P<<0.01) ,
F LR85 40 1) w5 I8 A £ 5 S0 i T TR A A o = R R R
ZREVERIR (P<<0.05) 7%, H 4k, TFsiffE5 gt
JEBH, (phosphatidyl cholines, PC) i :E4E & R B4
HRHUIE ER T AAE FH RO DTUE , B ALK JE ] P IR ] e g o v
(100 ¥ 7R FEE i A 2850 5ot i 7 oWl ™ . Huang Fengjie5!"
W 5T R ST B i H0 1] JJH 25 K e Blg v 14, 38 m =0 i 45 &
AR & &, MIMIGGIEL B EEXZ A (farnesoid X
receptor, FXR) -BEF4EAH AR KK §15/19 (fibroblast
growth factor 15/19, fgf15/19) {5 5@, RN HEEIETT
P2 AR s B AR AR AE OC BRI i R (R R 3Rk, P2 AR I RS 224
JHEZ, (E1FHIEFXR-/N 7 5 ARCK (small heterodimer
partner, shp) {5 5 i A WENE 7 7 i 4l s, ki

KB BE MAR I o 10 il B A T /NI FXRAZ 3244 DA K&
JHFXRASZAR LA — & BT ER], DL ESEE R B TBs n] fig
JE L 7T T - F X R R T R AR
24 JLERRFERAGITE RS K 1B ASHEH

A F1RD 78 41 2% BE 8 15 8 JFF U e A 4o P P o505 1 587 1Y
FREEARHY . X HE B TFsATBs YK B oh B Ik 45 5
RHIALTIE AR EEZ R [ Mi#) (thiobarbituric acid
reactive substances, TBARS) {H 3 [&(%, HBEH ZK
F. WEEAEEA (high-density lipoprotein, HDL) 7K
o MEEZ T &, Hod DATFsFITBs 2L & b #8241 20 R
B, Murad&" #5725 (acetaminophen,
AP) FRIERAL, R IR A BT E A I W] BAORAP /N B
%02 AP S BRI B R PRS2 . TS & TBs 1)
VB B AR AR B R T BRI 1 5 T A 2 R
X, AR TR

TR BT Zh B85 TS AS A & < BEAE A . Hung s
59 KIS s i IEGCG — SR AR TS A n i) JH- 2 K 40 Jfa
AR K U 55 P A1 AE A G IF D RE, i — D A A K
[A-FB (transforming growth factor B, TGF-B) T i KT
a- NI E A (a-smooth muscle actin, a-SMA) Fl
G4 BE AN (matrix metalloproteinase-9, MMP-9)
Ik, Geff O E L A8 R . M8 N K IRt B
Wi 1155 P9 AR R4S . TFs#E K T-10 mg/LI A9 HUVECs
23 [F R P E RS S FIDNA S, HF EHLH 565
AAGTETE R IMDAZK . EiHSODLEL K GSH-Px i 1k
759%[58]0 M N B2 Thae a0 e 7 M N 2 Theg Dagmar
ST FTIE 52500 mg TRsAH IR [ SV 78 1 #65% (reactive
hyperemia index, RHI) (RHI=0.19. P=0.06) 133X
¥, 300 mght B FEMIMRAI (RHI=0.28. P=0.02) .
Ji4h, TEsbERRERS MGG 2 % (lipopolysaccharide,
LPS) % 5 HIxBaMINF-kB/p65HE R 1L 5 # INF-kB
WAk, B HHILPSE S b R An i & i o T

(intercellular adhesion molecule-1, ICAM-1) I {7 4 iy

MR, R 7R B TFsAERS 93 L% P 5 3
RERRlG, A RORI M WAL, HASHIR RN R
ZLPE0 - ThRE R4 T AS KR FIALAIE A FRRE 7T

3 KW

TP HEAT I 2, RILIL AT REfe — R 24 %
FETY . MHBE i i AR BRI SR, TPRILHE T B
(11 B [ G R, TP 2 REMEZE M e T HAE ML
HNE R AR A
3.1 ZRZHERIREMREAE

WA Tl BE S e TR PRI B 1 ROR A% .
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R SR R 2 2 R SR TP /N SR AT
B s, g5 BRI/ B A BE A 18.98 mmol/LIF %
5.80 mmol/L (P>0.05) . TPZLH/N B IBE /KT 575 4
AR B, R IR R B LA A R B 3R ) S MR R I 9 e 1B
LB EEIRT, Li ShuqinZE 7B 5t £ B TP
AL B KT R R, @I S 5PI3K/AKTYS 518
P LS HPI3K. p-AKTFIGLUTS, $#2ET2D/N AR
RIS R BURNE . ARG RGeS B 42 5 MR A4 Py I
K, TPt cAMP-PK AR AR 1Y 5 JBk 15 340 6, JF B AT
N HACEE Co- 1 % M B fo-Te B 36 71 LA RO T
AR, BRI B B BOE 2, (0 & K
i F A A A A R G A 2 Mg T RS
32 EZHERFEEVEH

Jig S5 5 R T2D 35 R A C VDI 2k € A 3R
Li ShuqinZ571) S % H1800 me/kg m, TPHEMSHT2D /)N
RMETG/KPFEE IR . S sids RExR, TPFHl
A5 AR B2 2 AR T /N RIS TC. TGAILDL-CHY
ARSPELETEPL A 45 5256 R I TP /N RUMETC. TGHI
LDL-CTCHI M, XIAE S A RS TCATL &
EULLATRR R, DA AT AR AR BT, s e o 1
P PAR R FFEFE S ASHEIR], TP 75 RE B Sl ol 1f i A
FabR LLAAE B MU BOR EAFAEG, 7RSI SE0 AR PR S
5 FAFE R KBS WA . (HAEHFCRIITPE I T &
F 7 (ST, AT A BARAG g R 1 1 A R i 7,

VAT T AU A G R IR (1) 3R 0k e 8 i g s AU o
PAE R TP ] DL b A S5 Bl AR A Bt % #2 B8 1 (carnitine
poalmitoyltransferase-1, CPT-1) FIPPARy, H @&ilmsy
B E R E/NREFICPT-1. PPARy. B2 5 o445
& Flc (sterol-regulatory element binding proteins-1lc,
SREBP-1c) . FASFIfFX%{&a (liver X receptor a,
LXRa) 7KFHEILEH A,
3.3 REBEMBUEARTER

PrAEALIE M A2 TS B LR AR A 00 o5 2 22 iR A
FAE L 2RI s b S A R T R IA NS R A
TEHETST 0 ASTHRIALT G 1 A2 e 5 P 40 i 45 49 2 55 Uk
AIEEMEEAR, BEAEM, I BIEGIR 2R (Huangshan
maofeng green tea polysaccharide, HMTP) FIAFH T | 4%
£ B (Ilex Kuding tea polysaccharide, IKTP) FEfg% 7 E MK
ik (200~800 mgrkg my,) L35 ASTATALT I 1 4
i (P<0.01) , Jn#& 1 FFBET-SODFIGSH-Pxih 7™,
TR AEFNFh - A 43 85t 0 TP B A 8 S B 25 1A
o H HIEE RS TE, RO RPUEAE A B4
F1 993 2 2 M7 e W 52 1 P A 28 AR A& - Wu Tao %5 i
FORILTPAL () 200 B i W s> B 2% . XFes
Z§CCL LA S SHMTPS G 1 /)8 B3 48 A s 3 24 I &5 2R
FEM: 800 mg/kg m, HMTPTTHAER; (L ATAHMIRAE, H &
{58 FHF 4 B R A BT IR AR M, i THMTP B AT AR 1

FFREAR AR TS A 4N, IKTPAE MK 3 Sk i e A J 5%
B e R i 0 A IR AR, R WIIKTPRESR "
MEHL, M D RE RS,

4  FESRBR&-UUECVYDEH R

4.1  FMIIRERT S5 KRR FAE

IR RS bR B S AE AN, 65 H AL R =
g B E RN . TPs5 HAh ¥ i 4 il i Ve &
R A M ECVD IR N R, AR, &
TR R LA HR. VERVCUL K it R ER A
(anti-inflammation diet mixture, AIDM) Mg AC-x
MEALEFPNRAMASER, &RERY, 5%EF
., AIDMAERASKAEZEM T96%, F17 b
TIME M E TANICAM- 1R EP, 44 445
TFS. LA R M KK ST, XTiG 540 i is by
NEHH BN RER . BoMRE5RZmAL
i FFAE T AR 9% 5096 J7 T SE A5 PR %4 . Li Wenfeng%5™"!
2 AR /N R FETPSAISTIR 54, LRGN
AN R R BRSSP AT B AR BRI R AR
ORI TR B (P<0.05) , WCNSTH T
TPsHI S RIF AR . PR TENRE B 4P 4EBG 5 TPsA & 1E
AR AR AN B AR F D7 TR T TPsEBG . 3 B 2% 73 4t
iKY, TPs+BGH M HTPsEBGHILLEL, TEIK
/U JHF 248 B 2 A A 0 B I gk b R 3 ek Ak s A8 T B
B s WER A FIE 5 2 PG R 52 B 2 1 5 /)
. SODMGSH-PxiF ", &2 Bk & BRI 5
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