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been used in treating bacterial diarrhea.

Berberine; Lipid Regulating;

anti-atherosclerosis of berberine.

Berberine is a traditional Chinese herbal medicine.

Anti-atherosclerosis

As a long term clinical antimicrobial drug, it has

In recent ten years, the domestic and foreign scholars have extensively studied on

In this paper, improvement of blood lipids of berberine and its mechanism of anti-ather-

osclerosis are reviewed from regulating blood plasma lipids, suppressing the formation of atheromatous lipid plaque on the

arterial wall, and so on.

INBERE PR BTE R R TR AL G 2, /N BE
YER/NEERE BESERE BB ZH/F B OB
2Rt 6 FHEY B RN LI, HoRIE) iz, M6 AI%
i TEFREE IR b, /NBEm RS < I 9l = SR i
GYNAITMATEITE . WA TSR IR YT 2 BUBEIR
TR AL rh & BN BB AT R AR AE Y R Ah 2
W/ INBERONT B o S5 i M B ok AR A AL (atherosclero-
sis, As) 75 By BeF A9 B9 /E 2647 1 T2 B9 BF 5
PACHIFFEUESE , /NEERC R AT BT A V19 1L | 335 1
G (1 R 1 T o 1 1 - R o R
F AT A HEST As VERT. ST 25 AA 1L, /N BE
B R AT PR F IO | R FH /NGRS X
/NBERR S AR AT As VEHIFATIR AT, HAE
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[E£mB] 1Y% PA TR IR (201202002)
[fE& ]

M PR32 I FH AT 36 TR A A L, AR SOt /s BE A i
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1 /NEEREXS I 3 o S B A5t B9 1

HRAE 20 TH22 30 4FA, ¥ 2 KB A AT 50 4 465
B HERIFFE  Munster O HEBF5Y L £ fa B L T
WSS, B AR 0 5 As AEHVRR,
SR AT — 35T /IN BE O 1 AV T B AL B ) B 42
[l BT Meta 73BT 718 < /INEER 00 R A H A AT [
K EUIE [ % (total cholesterol , TC) [ W% BU{H ( medi-
an,MD ) 0.61 mmol/L, 95%CI 0.83 ~ 0.39, P <
0.00001 ], H il = A ( triglyceride, TG) ( MD 0. 50
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mmol/L,95% CI 0. 69 ~0.31,P <0.00001) K% i
J§&E 1 (MD 0. 65 mmol/L,95% C1 0.76 ~0.54,P <
0. 00001 ) LA K BF &b % 38 Jonn 25 %% 2 i 2 11 (MD 0. 05
mmol/L,95% CI 0.02 ~0.09,P <0.001) fE "',
INEBERGX —VE A R IR Z LGS
L1 NEREE XS PR 14 BB B B2 B 43 i | T B R B AR UKL
R

TELL 100 mg/ (kg + d) /INEEGE 191 g RH [ ik
BRI, /NBER 2 5 % AL L, A
il 10. 19 A 0 R Bt i W i) B30 H AR 22 35 LU
0.001 ~1 g/kg /INEEGIAE ] TA54LIRE AR, AT ik
AR FRIE ;10 me/ kg /NEER Ik T 56 7]
FHEINRE A AR /N BB — 4 5 1
JIFBE CYP27 A1 PR 2% 38 M TTT 3 i 7 JFF O %o 1fi 5
UL TP 43 2 A R AR PR A 2 TR) Bt /) BE i T
D3 e 6T e TR 53 A B K P 485 A6 s 1 A AR
FATE B Wi -RE R 235 5 ) AT 970 o) L [ e ey i 3
W) Park 251 7R /NSERS T FL R SC I B R B AE
FH 50 wmol /INBERE TR B, P& 22 | B A I [ i 24
FH LG R il 1) 305 M R X BB 41 B 66% .90% , Wi 17
il 5 RV B A B, I L s Al il A FARLT- £ /N B
e ) B T Y G (BRSBTS
SRR, F T AR AR X — B
THARRAFE .
1.2 /NEEREXT I 3% A B E B2 A9 $3 BN AN T BR1E

R4 3 g £5 1 AH [5 F5 (low density lipoprotein
cholesterol , LDLC) A1 ELAG £ As W) F E R HE H Y hE
WIS HE A B Bk BE SCRE IR [ 3%, A A 45 a0 1 2%
JHFEEEAY LDLC J280 As Y FEIRE H , 2 HAE M 2%
ik E] 1.5 mmol/L UL A, Hah ke A &5 TR
Wl 2 R S kRE N R AED)  LDLC A 1 mmol/
L, PR I T [ 20% , 7E— T XUE | BlHL
A 14 AN A 114 44 i R EE R NS0 i /N BE
BT TS v, ZNBE R A 5 R T T4 b A, A i
i TC LDLC TG 43 5B A% 11. 6% .16. 4% 21.2%
(P <0.05) , /% B BE 8 4 BH B B (high density lipo-
protein cholesterol , HDLC) J}#5 9. 1% (P <0.05) "*)
/NBET AT 2 DA 700 Z5 i 24 IR BE R B 1 A2 AR
(low density lipoprotein receptor, LDLR ) A9 1E FH H 8%
e H R Y, IE R T B 2 R LDLC /R 51k
TEWSMEFE R E,
1.2.1 D EERTITARE B & & TR ZGER
(1) /INBEGRIE A2 B i 2 1 A2 R R B R PE T I
21 i 2 T AE7E &9 LDLR, LDLR mRNA 78 J7F 1 41
M 2R R 5 T A A48 M, 3 R 9 465 45 IE [ B 1Y) LDL

75% LA EWHER , WITPRHAIR LDLC 7K-F-, LDLR #ik
KR pe e FEUE R LDLC JH BRI, 76 A JH-Ji 200
(Bel-740L/Hep2 ) K /& Ifil i 5 4 1 B 5544 N 40 52 56
5T b, /N BERS T AL B, Hep2 40 ffd 7P LDLR
mRNA i%ﬂéﬁ/ﬁ;ﬁ('{‘m ) M 64 min FEKZF 198 min;
# 4 b B LDLR K (80 2.5 fi%, LDLC F& i
44.0% ,TC AR 43.7% ) o 3 B0 B 7 FH B4 AL 1
Ry s /NEERRGR T S LDLR 223K 8 T A 201 1Y 4 A
AME 5 JH 5 B4 B (extracellular signal-regulated ki-
nase , ERK) 15 538 5, H/NSERf i — 1 & 3
YEF T LDL mRNA )2 i Jof4 3° UTR 9 5 ¥, £
753 ¥ DL & AU B ITlEH 4 > UCAU J3 41
b L SN R N i A N 38—
Btz E | MR IKEE M5 3" UTR 454
45 LDLR mRNA A9 E 1 ; I H X — A gk S 1
R B 5 oo R A S E, A Z AN LDLC K-F-
AT, 5 /0N BE A 50 K A I ] £ O e G
R BRI, Lee 55 WFIT R, /N BEGL 2 i
o e-Jun & 3L K Ui I 8 ( c-Jun N-terminal kinase,
JNK) 38 BE 3G I LDLR Ji3 3l 1) 5% sl i P 53X — AN [A] 7Y
LB A5 AT BE AR INK 1046 700 A AN [l i B . FE 5
L EEPE T PG 22 35 B 1 /N Bl e v, /N BE
B2l TC \LDLC /K-35 T K, S BRAR AR R pE bR
T FR /N R B A%, EL /DN B B A A0 77 o ) 35K 7 AR
T EAEHT; /NEEmRX — 1 HT A BIL ) A i B
JiR % 21755 2 K 2 (insulin induced gene 2, INSIG2)
JHEE R 4E2E R D 2R E R R 3kl INSIG2 £
ATt T INSIG2 /EFF LDLR S Fiif)s 2+
A9 & 8598 55 JTF 1 (sterol regulatory element 1, SRE-
1), ATiifff LDLR mRNA 33k 8

(2) 7N BE A 1 A0 %5 B2 1 28 1 52 A4 1 5 A
o AT E 5 AL AL F T R 9 (proprotein conver-
tase subtilisin/kexin type 9, PCSK9 ) J& — Fj K #& 1)
LDLR #0#il51), "= 5 LDLR (4o 25 & JF R fik
KA LDLR [FEA# . Cameron 55" i@ 1 /)N
BEGHON Hep2 20 LA T FUBE 5T & 3, /N BE ool 52 711
WASPERN 6] PCSKO 13K K 43 5 DL 15 mg/L /NEE
Bl FTF , PCSK9 mRNA # FH/K-F- 5 R 104 Lo
SIEAR 77% 87% (P <0.05), PCSK9 A i 5h
g 5 A A D) RE [ A T o AT e R 4
120 [ G e s Wl w22 3PS T DS 1 O A P
“F 1 (hepatocyte nuclear factor 1, HNFI ) e A
PRI PCSK9 1149 5 3 058 ok [5] s ] 55 JT R 45
F 2 ( sterol regulatory element binding protein 2,
SREBP2) 53K, 2875 (1) HNF1 I 2 Ui 55 4% SREBP2
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X PCSK9 JE [ Jig 87 13 , FEREREAIE PCSK9 J& )
TRT90% BTG tE, /NEERRT LI 4% HNF1 5 SRE
ghay, H/NSERS T B 82> HNFla 4% SREBP2 5|
AL AR 1) PCSKO PSS /INBERK 55 36 hfily
T A S 3 DR R A ) wT 4l 9 LDLR 3%
I 7559 PCSK9 mRNA 7+ e

1.2.2 DEBMIRFRENE G UIEE T RZN
3 Brusq 25" 75 /NBEGH T 7 HepG2 2 fifd i
B B /N A Y T R TR AL B S ( a-
denosine monophosphate active protein kinase , AMPK)
WERR AL TC TG A& L, 10 mg/L /NEERH Ak 3541
SRR HEE, WA E T 37% TC 36% TG A
BL(P <0.001) 5 /INBERR A 1 T 42 0] = R i vk 7 2
mg/L iKH] AMPK 3 fbt5 KA (19—, /NBEB
T4 A F21EEE (acetyl-CoA carboxylase , ACC) #
WERR AL , SO S M T B RPN 7 PD98059 T
T8 A BE B, AMPK A fff R[5 B £ Bk O S A
(1435 R R T3 — R PR BRI A I DR S I R, BT
FRRERIFRCY /NEERL T 5 505 /b MAPK/ERK i
TS AL AMPK 8/ R[5 B | H-3i = 8 78 40 i
I, /INEERR BE 8 Ao I 5 et A I ), Kim
A5 5E 1 /NBERE KT db/db 1 ob/ob /N B K % T
S5 UEBTCAT DAREAR DY RS A KT, R
WU AR R S AL JE H A e ok, 20 262 78 S i 1l
iE K BRI 5T v, 58 s /N BE BRI 1 410 i 1 ¥ TC
LDL Ft& F&F+ HDL A, i 52 551 5 A 8 1 BH I 2 i
P FE A LS RSB 1A mRNA BE FA7E R BUF IR
Fik, DU SEgnah AR /INEERRE A T AMPK
S ACC TP T P IR A 7P R R s
TREENRI TR 2 BRI IEAT B E LI SR
Bk R4 W ORAY R 51 NS % AN
() w SERR DT RR IS I, R B Ak, 52 R A 1Y g
S, U T S TR I R v R A Y R A
A T, SR RRAR I 2 IR VR O o /N B
X AMPK (95 7E 2 B2 0, U B REAR S &
RS AMPK, {H 07 38 1 38 45 o X 5 & 16 4
21 AMPK (1435 75 345 1 W 1 AR B/

2 INBERELNY Bh Bk E B IR R S BB SR AL Y
ER

FARRNIERT As Ko tE B Bt VA e A SR
BEAT T2 RABIBEIE . BRI 2 it 2 fi A A
3 Fhep iz — . Bl —Ti00 86 44 Sk skAr i A
B Sh KA N BIDFSE /NSRBI -5 0 IR L

8, B bk BEL 3 46 8 Sl bk W 4 B e (1 3 52 LA
K5 3 3 Jok e 24 99 06 {1 3 B2 1) LU A 340 A T R AR
(0.59 +0.13 It 0.84 + 0.15, 140.37 + 40.31 b
203.53 +30.79,2.35 + 1.37 1t 414 +0.93, P <
0.05) ") FEG Bkt B i 16 5 45 BESATF 5 v, /N
BT Fo2E S5 Y S = Sl ik A 5 e IS T e
(0.27 £0.03 [t 1.24 +0.06,P <0.05) ", fE S 3 5
kR FERE AL rP AR RIAR L A5, B R A P T
200 it BH P 26 08 MK (38.32% = 3.40% L 66. 12% =
3.88% ,P <0.05) ™, /NSEGRHTNG BB PR A BE A
b FURR BRSO 1R 2 A0 9T, A h e/
BERROT LA RS As BIBIATER] L,
2.1 INBERET B IR 4 BE AL | R B RO 4E A

SRRE LR A D AL TR AE B r 53 42 380 1 4 RE A A A7)
5 P K AN T A A AR As Fe R A i S R 2 —
FARZAN ARG B As JCHEIR AT DO AR AN 1 R
LDL 37 3= N Bz 4 i 8] B 90 AR T I o o 4R 5 TR 2
—21 ) Huang 25 W52 B, LS ~50 pmol/L /)y
BEp AL BN B 30 K P K AR SE AR % R 4R
1 (oxidized low density lipoprotein, ox-LDL) i 5 H
KRN 47% +1.31% [ E 26% +3.08% ,If:
ELHAEW] T R S5 /)N BE 58 B8 10 25 U 55 10457 240 L 285 e
43T 1(vascular cell adhesion molecule-1, VCAM-1) |
MM IE) &5 RF 43 1 (intercellular adhesion molecule-1 ,
ICAM-1) mRNA ) 323k K, i & 59 o 58 & B
VCAM-1 ICAM-1 B A el , REA I A I 2 Uk
J'& ., TE 5 — ISl ik ok A AL S S B A W5 e N BE
T 1F P 8 . 25 KA AR BB DX 3R 48045 1 2 (eycelooxyge-
nase-2,COX-2) 15 5 HL/NBETK il 52 W JEE A< i
PERG S 17325 55 57 B BRAZ 4 D COX-2 mR-
NA BB [ FIEAKP S A RHFSEIEN] COX-2 1
ox-LDL A ML 23R 1 355 B4 200 Jf 266 B 1 87 14
B bt A /0N BE w0 ) R A R R B A
U P RE S8 o A R R s s A T 1 BB
AT 40 ] COX-2 i1 32 357 R S B, COX-2,
VCAM-1 Hl ICAM-1 152 7 B A% A1 ML 55 A B2 41 1]
Sk — 20 AH B AR 59 E OB AL 2Rk B
5 A EURAZAN N5 ) B A0 B AT AN [E] T Y
FEHTE SEMAE S As B9R &, DL S 45 R R/
BERM A0 VCAM-1 ICAM-1 Al COX -2 ik
4TI ) 5 e 200 L 285 R L7 1 B2 200 L, i A
P As 1EH .
2.2 INEEREIXI N SREE R AR AR Lz B
WrEZER1ER

5 200 L PRy Ak g JEL e el G vk AL, E IR S
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I 240 X L T e ) 5% R, TOARURIG 0 A AR 22 A2 AR
25 N As KA R SR | R IE g
FAOFERICT A THP-1 JEYE B REAI AR5 o, /NEER,
XA AE [ i BV T 0% B 7 A PR3 5 45 5 B 1 1
(adipocyte enhance binding protein 1, AEBP1) A4l
HAGRBIMERSY /NEER =B FR IR AT 45 & & iz
& A1 ( ATP binding cassette transporter A1 ,ABCAL) |
B ﬁ% I ﬂ(ﬁﬁjﬁ%ﬁg( scavenger receptor class B type
[ ,SR-B 1) A 31 H mRNA H1 7K [ % 35 19 BE
ST X X Z AR o (liver X receptor «,
LXRa) ,/INEER 2175 5 AR e B RN, 0 HL iR
FIFRIBAELEM /N EERX F/E FHZE T/ mRNA T
PERBRIG , LXRa mRNA F3K K /N ERO A
3 TR TS P A T 1 B B 3R e S AR BE R
FE 324K 1 (lectin like ox-LDL receptor-1, LOX-1) A
M mRNA FIZE (255 0 1EH . AEBPL &2 —
A~ 82 kDa RO PN ER 1, 387755 40 PR [T 5t 4 A
S £ SN AEBPL 5Bk (AEBPL ) B
W 40 it 5 B A2 B0 ( AEBP1 ™) R Fb B [ R o 4
It NEERIN A AEBP1 S| EARKHEE , EHLAE 50
pmol /L 5 3] g AU, , wl fef JIEL [ e i A0 A OEL ] e
B 50% , I35 ox-LDL Fy 3 AR e 400 il v A 200 ffd 11
TE R, 4 171 980 /)5 AR BT 3R B v el R B 1 ) 45
PECST D NBERRE i AEBPL 1T DL B 4R e
AT 5E W) 3 0% 52 Ky ( peroxisome proliferator acti-
vated receptors vy, PPARy) Fll LXRa % 5% 7K, AT
IEL A AEL [ st DA 15 W 400 JHE 35 B 5 /) BRE st vl e 1ot 9]
AT kB G PE, % PPAR \LXR ABCA 235,
TR MIE ), SR-B T K B e — i 2% )
R EE 2 IARAEAE T IE AN SIS [ B4 21, A e e
JIR BT ER I, TR A1 i A 5 4 P I [ s | I ] e O
H DT I/ 5 I 24 i P JIEL T i g 2ot 2 1) SRR
PRI APk 50 0 VA A0 BT S A il 2 — 1 iR A
B I 55— AR 2 A% LOX-1, H T 1997 4E4% H
AR2EH R LOX-1 AT E WA MR, 8715 4 g SR
[P e A A e 4 L, L X — sk R A 52 B it AL 41
il ITEE AR T 3 IR AR AL 25 W) b 7T 2 24
YT REA B T2 LOX-1 SRk AN SR-B 1 3Rk,
Li S5 308 /)N B St £ JH B 2 1 mis & A R
THIE R AR FIR Al B 05 240 A o HE AR
RIEARE A E St = /Nl kg1, anfE A 5 iE
K2 —FE A I 5 32 1A CD36 ,ABCA1 Al
SR b /N BEGR A 1 T LA SR ] i AT RE 2 A
AN TR] 4 S5 % A [) 1) S5 36 5 1k T 5 R 22 5, i
T ARBERANITE . BB UL, /1N BE Bl BE I g 5 AR

R MBI LA B TR 4 LR 1, RT R 3 i XL
MU K AFAE AL D80 LOX-1 2 308 ik 1 ik /0 L [
BRI, B8 SR-B 1 3235 K4 il AEBP1 i& 72
TR T I [ P ) O i

3 R E

WA A fe BT AT 5 S 71, /)N e B DA 248 i 8] 8y 4 552
56 NSl s PR S 56 | DA AR P I AR S S 0 14y 2 B
2 BT IR 2 AR, BN B R
GFIPTIAR A A9 As AR fE/NBER T HAT 19 2
B Ve LA Fr it — 2D IS R HAT, A
I PREEBXT As BOVG YT T-Be b fie o i A9 4 T L[
B AR SR VT 2R 2590 (A T 2 A e R
W it 609% F LA S5 LA B I B 426 305 1E 6 1Y As
VRGO 8 ARG TT 26 25 Wy Jm 00 R M LR
ARAEASH W] et PR A e X /N B g
FTRABIGE, 9 AR 9 28T As 258 T 1l PR 2
HEFE 3 BB
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