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Research Progress on Pharmacological Effect and Mechanism Action of Berberine

YU Hao, DU Jianling"(Endocrinology Department of the First Affiliated Hospital of Dalian Medical University, Dalian
116011, China)

ABSTRACT: Berberine, also known as berberinum, is a quaternary ammonium alkaloid isolated from the Coptidis Rhizoma and
it is the main component of the coptischinensis. Modern pharmacological studies have shown that berberine has a variety of
biological activities such as anti-bacterial, anti-oxidative stress, anti-inflammatory, hypoglycemic, hypolipidemic and
anti-apoptosis. The advances in research in recent years of berberine, as a drug of multi-target treatment, has been evidenced to
possess numerous pharmacological activies, including atherosclerosis, cardiovascular diseases, diabete, etc. In view of its
advantages, it has a promising application prospect. Research progress on the pharmacological effect and mechanism of

berberine was briefly reviewed in this paper to provide reference for the clinical treatment of diseases in the future.

KEYWORDS: berberine; anti-bacterial; anti-inflammatory; pharmacological effect; mechanism

& G (1) v B 2 7 3R 1 S A LT 4R g
o BEERIFHEARR LD, FE2EE AR T
SEHCZ W A RO o TR e, BE AT DU
250, [RIB SCR] LD M A R R . /N
T SRR N B3 2R (CooH 19N Os), A — s L 1 S 1
WRAEWDBRR, A AT R A A AR 3 R B ) R AR
EHER, BAEPUMIE . i, FEREMBURESA
WhiE e o I AR SRN /N BB IR BIF 5T R B2 R A AT A
Ko 2B T HENINMEE T2 R, B s R
WAWIR I o PR AT T /N BEDR 2 B g M L V6TT
AR BAL 55 5 T RO R BIER n DAV 4R e 45
1 /NEERENT P AR LR R G AR PR AR R L

Zhang ZEUVR I, ARG & /D BERR AR 2 3 B
PC12 203 77, 1M e 77 5 /N BE B e 47 1) 20 i s )
I HAR A S NEEBOR Y PC12 4l %2 6-ohda i
SRR EEAF T, i T 6-ohda SR
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1 2 Bl BB AR 2 0 5 R AT NS s, HHLHI
Feimid b PISK/AK/Bel-2 21 il 47 1% A1 Nrf2/HO-1
PUEAAE T E B R R SR R E N, P 53
RS T /NBER HoOo 545 K SRR 2 T 4 o 15
FAR) s, R B, DNEERAG pmol- LR
SR IS 77, 3 NSCs (I B A%, L Ki67.
Notchl. Hesl BHAFKIAKF, RIFEMEIEIEMIEH
Al BES2 I8 Y Notch {55 8B SE LR . H #7550
B FER I, /NBEDIRE i3 25 0N B/ BRI 22 )R 2
A8 1, HAUHIATRE5 KhZHZH Bel-2 B4 N1 Bax [%
I K.
2 NEEREERT O IE R R AR R AL

Qin Z5IRIE 1 /INBERG X O LB ML P B VE 4%
ORI ER, #EH % TR 100 mg kg V/NEER,
BT 14 d, KREI AN O IR AL A
W FPE OB R R A . X RN AT BE - 0

TBIEEE: HE%, %, WL, BT
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WERENLE 3-T/AKL {5 538 2% DL A B J5 72 I35 1
OMAL R AR IL-1. IL-6 AR R SE R
T TNF-o [5G M W RH A S5 BIREFH e a pl o
AR B FE /> BE B0 BROE o0 B3 S (right  atrial
pacing, RAP) % U 5 L3 5 AL i #2 (field action
FAPD) K » f f& 3 & &
(excitation conduction velocity, ECV)JFZM . A%
A, NEEE . . (KGR 3 410 5501 FAPD
BHTEK, ECV @ik, HAHLHI AT §E5 5208
B DL B B o bl P R AR B
JOR AP A1 2 1) 4% A PR K BRBRE AR, L8 /N BRE ot A
PRI R B0 ML AR AE o /NBEB AT B 8 PRI
MK O REFR RS H W =ER(TG). & JH
[ B (TC) B AR % i & 11 BH & B% (LDL-C) i &
&, A g S NO. 6-keto-PGFa 75 & B & 7+ 5,
MW ERET)MMEER B2ATXB2)ZEHE T
B, M EBHKZZL ICAM-1 1 VCAM-1 mRNA [
FEAR S5 B R BEA, 38 I R T AR A SR SR KRR
MW S5 8K IS4, FEPush kR ieaE{L,
AT S5 o L5 A 81— o 2 B ) AR 4 A LS
3 /NEREERY AR AT VR R R ALE

Liu SEUVR I, /INBEGR AT D I 225 B ARG afi B 0 fik
By K, DR IR O R B A B, B0 I E
JEWT AR 8, 38 AT B 2 B MR b i g K. A
T, WARE 2R RN 8- K
P& w5 ML A A AL B (SOD) I 14 o [R] B B B AL
W EPERLIZE [ 4 mRNA £ik#0, AFF LDL %
& mRNA FikB &K, Chandirasegaran Z5®
SR FHEE R B 2% 5 S 0 PR R B A, RS T
ANBER, RO ERMBE . BEAL I 21 8 (1 B BRI
MRS MAE AR BN, [F
Jig i A bR 1E 4 LOOH Al TBARS 7K-F-B#AIC,
ifi Ak SOD. CAT. GPx. GSH. #E % E 4k
AR C RIS AR R, NEERRE
BE WA R AR (TNF-a. NF-xB. @
NF-kB-p65. cox-2 Ml iNOS), FiFE{EHT:E AR
(caspase-8. t-Bid. Bax. iz ¢ AIEI)H
caspase-3)&1&, LIRPIFAT-EA Bel-2. LA T
IL-10 J GLUT-2 ik, AWFFRME, NEEGIE
EhiE . Prk. P T EEIR AR K IEDUNE IR
(7R R, 2 o S5 D1 A < AR JHE 44 8 JR 96 (non
obese diabetes, NOD)/ i A5 Y K FR I /)N BE g )
NOD /MR 1 28 R (1) 5% 1) S G AT BE 1R 70 AL
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potential duration ,

file G5 R EIR, /NEERLTTUZH NOD /MR 1 BYRE IR
I R A ZR IO HRZH B B P IR (4/20, 20%: 18720,
90%), V351 i if (]t B 2 ZE 2% . 4] 20 W S AL
FH, NBEGRL T NOD /)N BRUBE JR 9% F & AE T RE S
AR LY Fas. iNOS & FRIE, i Bel-2.
SOD ({8 A FRIEM KLY, Chen 21O FIA P 41 2
T AR AR R DT /N BEBRONS B PR ) DR 47 VR A AL
R I SIRT1 & miR-106b FHEIELK, 1% & @it
miR-106b/SIRT1 I8 % ik 55 B PR 7 /) BRL A 26 A0
B, s g s Thie, WIREA BT BEARRE R 0 i
Efa . A SR bR R v R Rk
HiF S @RS HepG2 40 R IE & R IRPTE A, 5
PR ZH LA, /INBE T 2E 41 i e 267 4 Y0 FE o ) 3
fn, PK. GCK. GLUT-2 & [ 4 2. 3% 7+ &1, InsR.
PI3K. Akt. GLUT-2 mRNA A1 IRS-1. p-PI3K.
p-Aktl HERIEK T RIS, B
Hhht HepG2 4 i g b 2 AR BT AT 2 35 1) e A
F, HALH AT RE@E L 95 IRS-1/PI3K/Akt {5518
% IR 2 T U 6 267 0 % R MO R R AR . R
SEU2IR G /N BEGR AT TNF-o FIF S0 6 44 i Bk
HepG2 Jig 5 2= Hht 2 i AE FH B 53 L] . TNF-a
0| HepG2 41 AKt(Thr308. Serd473 i si)Fl
IRS1(FSZ R ) B IRk, 233 IRS1(Ser307 fir
RO ERK1/2 MUBEERIL, TX — 1 Re s 4 /N BE
BB i, B /NBEGROE I H0 ] Traf2-MEKK1-
MEK-ERK i# % 3# TNF-a % 515 2 HPt.
Tian SFUSVRIL, /INBEGHRI R A% 514 6 A B FH AT DA
HEINBERR AL 53 Ak O (p- AMPK) Rk Al 2>
B HE TNF-o /K, $&mbEiER, 3 HidExr s
WER AR . Wei SFUIBEI AR I, /NEERRE 1T A 3
HNF-40 A1 miR122 135 T i 0% 57 7 28 B A0 IR 2K
AR Ul A A 9 A R R Y LT S R
4 INEEFHXTEIRKRAERE AL ORI VE R R ALH
4.1 /NEERRIBT A A

e I ZEUSIPL Apo-/-E /N BRI JF 5t Fik 1 B2
2 ffl (human umbilical vein endothelial cells,
HUVECs) A XF A 5t /N BEGH 2 Jik ok #F A 4 1) 22
FRAVEF . PR SESRd, /NBEBRIG T 5 T B B PRI
%9 LDL-C F1 TC 7KF, i 28 1% K F 1L-6 43
W, PEAKIMEMAL ) ALP. BMP-2. OPG.
OCN. RUNX2 F45£ &, i) 78 1432 i I3
PR AR E PES), PR AR SEEG H, NBERRANH] HUVECS
[t ICAM. VCAM #1 MMP-9 £k, s HEidH
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RO e IR TR & Bh A ) I3 RE FKCF 9 4
Si SO0 LA P B R A A i A S A, A T R
S s kR A, RO I R ER U, BR
T AEUISIERGT T /NBEG N A AL AL LDL 5 5 B W 41 g
fIE 58 41 i PRl F- FOVg PR RS, /N BERUAG 38 /) R
RAW 264.7 ELRE4Hf 5, wI#0#] TNF-o F1 IL-1B
AR, HAERMLHI AT RE R T Toll FE3244& 4
FIE . Fan USRI, /NGERH AT LA 5 77 & R
[F) A 6 1 P A ox-LDL % S A ARE, N T J774A
o LC3II/LC3I Al SQSTM1/p62 [ ELfti, HE— Bk
FRI, /NEERIE AT LSS N p-AMPK/AMPK. (1) Eb
B, BEAK p-mTOR/mTOR HIELGEI. i B /N BEfR, &
FEAE AT BE 5 0% AMPK/mTOR {5 538 28 AH 55,
N IHAE BRI FERE AL VR 7 HH T 3L T 3T 1 LA
U7, Li USRI, /NBEG n] 34 0w [F) 2 2 Jhk 25 iR
IME /N BRI SRk R A BE Sy R e v, X 5TE
P 200 i HR S TR SR A S 2 Ry R S
[HE=REANE ES S
4.2 /NEEGRAIREEE

Je By S OV R sy I ] et P M 7 3 o I ]
W MRE KRR, /N BEGR 5 5% 2K B B e (1 2 g '
5 e AR v MEL ] 2 IR K BRI TC TG MAFAE TC
K, 89.2 mg-kg! it A1 4L IR fE 5 2 B A Ve FE [
IM4E K BRI LDL-C A HE TG 7KF; GC 45 13K
BH, 2 AN A K B 7 S B . B2 [
AP IR 2 B 2 PR AG: s d b g R TR,
INBER 5 R BB AC IR 2 R4 ACAT2.
ApoB48 FI NPCIL1 F~F-35) 't %5 B 4B AR 2 ok HE 20
PR 25 A, 0B /N BB S 2 B e A mT e i
I A TE A I RE K /N ACAT2. ApoB48 Al
NPCIL1 Rk 5 HLAA AE [ B . Li S5ER0%
B, /NBER AT DL AR R AR K R 3g A TG. TC
1 LDL-C, 1A HABA R R ML, Jiang PRI,
/NBETR AT I AMPK 38845 3 56 g 5 H- il = 8 A
Pty 0 3 2R R e B I SR o IR AR .
Heidarian Z522WWF 50 KB, /INEERR A DL Rt s b
LB R A AT TG, SGENEI 2% . Sun 20T
FLR I, /NBER T IOE B R JE BEAT A X 2 AR,
] Fig J B2 % S 8l CD36 [0k, [R] A A E 5 7K
fe B RS, N BRI HEE, I TG 7EM7iE
(RRST, AT kD 17 T P R g T TR PRI L
4.3 /NEEGHNT P R B4 B R R

LEH SR A MR EEREA
R E AR R 2% 2020 4 2 H 55 37 4555 4

(oxidized low density lipoprotein, ox-LDL)i%
HUVECs #iffi, MEE/NBEGII IR EH o /NBEDR
(1~50 mg- L") B IR FE AR 14 ¥ 3 #1 i ox-LDL 5 5
() HUVEC H4%8, JF PR iz pili . 3+
kB(NF-kB). #E4 2 F E A BUAK 5% 1l B 1 32 4k
1(LOX-1)MFik; Z%f/EH 5 PI3K/Akt. ERK1/2 &
P38MAPK 15 i % 85 [ (IR 1 7K P FEAIRAH 55
Guo ZEPMRB T 68 N e & ik P9 5z 248 i I 22 B (LPS)
75 -S40 M T B s e H L . g5 SRR,
NBERETRALFE AR HUVECs A% LPS %3174
-, F#AK LPS W3 H4ifs, #if LPS ¥ 30) INK
R 1L, 3N mcll FIEM SOD JE¢E, WM&
PRGN M R 1R =2 . 5 SRS PO /N BE R Ik TNK
H M PR R =5 S HUVECs 70k IL-6 Al
TNF-a 4T TS . SXTRRAMLE, 100 ug L' W
NE 27T B E 0 HUVEC #4758 , ¥ 5 HUVEC T,
%S HUVEC 4l 1L-6 % TNF-o [ 52 & E 1 5,
F] i E N HUVEC W p-JNK K Bax & H#RIA,
J%/> HUVEC N Bel-2 S AR 5 N le =41 AH L,
/NBE B K2 SP600125 34 AT W 2 ik B2 N IR = A
HUVEC 458 f 801 K Hi% S /) HUVEC T2, [%
KNI &% S HUVEC L3 1L-6 & TNF-a ff)
I HEFE K HUVEC 7 p-JNK & Bax 2 A Ik,
B4 HUVEC W Bel-2 & A 3RiL, HHLH AT ge 50
i1l INK A5 5 5% 538 G L1200, Xiao S5 TR 72 K I,
/NBEREXNT TNF-o 753 1) N R AH 40 e — & I R
ERT . Seue st LW, TNF-a BB 306 P R AE
S A () G TE RE 77, /NBEBR AT LA 2 Y B AE 4 AR
WHE K, R AT LA B PI3K/Akt/eNOS mRNA
/KA1 PI3K. p-Akt. eNOS Fll p-eNOS & /K F,
YCA/INEERR A LLE i PISK/AKT/eNOS {5 5 i i1
HEZ AR B A AR B I I B T R R AT
BB X Vil T BT P B A B R 4 R AR A PR N BE
el P B S sk /L ek 7 | AR R o HE AL, 0 k) el R i
(119 K2 NO 7KF (13 b , 3 Hgesb B 13 B8 i 2501
ROS /K-FH) T+ RS 7 AMPK gk, fif
p-AMPK Fl p-eNOS )85 FH 7K~V B2 A /N BER
A B R T B AMPK. 1 eNOS TR 4k 7K ~F
R, U B /N B AT ek A e R B S0 P R A
i, 85 HIEL AMPK/eNOS 55 H%. B
HR SOV SR ST, /NBERE AT DL = b 5 5 0
PN 2 44 i R A A PN R A A, AR R R R
iNOS JEHEA K.
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5 NEERE XS BE SRR IPE A R ALEY
5.1 /NBEGHOSH HE S CRAP R FH LR

o S BOMER ST T /INBE OGS AR TR M B P
4 (nonalcoholic steatohepatitis, NASH)X F& [ R 3
EF . PRI FE R R B, Z/NBERRIATT )5, NASH
PN WA c i) IR RN EE N SR T |
F A ERAE AR T A5 2 B B 0 . (RIS JH2H 23 SOD A
W JR TS e H R (reduced glutathionehormone, GSH)
MR T RO B H B B T R [(29.842.4) vs
(19.9+1.3)U-mg™", (26.6£1.9)vs (19.7+1.4) ug-mg™',
MDA 7K V-I6 77 IR Y 20 0 S PR A [(19.8+1.5) vs
(24.0£2.0)nmol-mg~"1B%, RAMFEFE KB, /N BERR
AJJE 2 Tt 5 SOD Al GSH. 4 3 AR AMIF 70 45 SR %
B, HOALH AT A S5 i 3 5 A 40 M Py SOD Al GSH
(PO T SR T Bk B E A DR, Al B SRR
WHNBERIR T NASH HI/E LS /NBERRLE oA
L 25 0 790 5 R AR AR /S SRR AT 48 A 3
2 BT SR TR, [FIEF _EiR T AMPK & ACC f#)
FRALKF . BEANE KRB, AMPK (145 5 1 B B 751
Compound C B AMPK &AM S| FIEH T, />
B T 586 R &4t B I o U AR AR AN 2 5% 130
/N BEGHE I 0 A BB RA R S T H
JE T R AR H, 3k T AR /) B A4 B I s I AR
X —1E AR T AMPK Gl g0, it 4502
TESE T /INBERRGHPORS 1 I 2 /NER “Paile ™ B ER P
YER, /NEEBIGYT J5, W R PEIKIMIE ALT. AST
A LPS 7K, FFZH 23 40 i AR 4 0 5% 20 B i e
RUZH BB o, FL T R Y 4 e i Occludin
FIBRE TI G5k, FRBNRA R BE R . 9348 45
PttIfER
5.2 /NEEGHGH AR AR AR F ML

SRR T T R IR /N BEHN /) B EERE S
JRRIR R Ve AL, SBIRIA LR, 25254 /N
i B IR £ 4 2 W S BRI 1LY TL-6. TNF-a. MDA
MPO. V& ¥ Bl AT 7 g 5 & 2 3 P8, HO-1 M
IL-10 S &E%E T & IR TNF-o A1 IL-6 mRNA
Fik B FH L, IL-10 F1 HO-1 mRNA Fik & % TF
i HO-1 Ml IxB-a. NF-kBp65 5 [ ik i 3 [£1%,
NF-«kBp65 BH 1 41 g 26 Wil 25 FRAIG, 150 B /N B v 3
HGE HO-1 W& TS T /0N BUBR R 28 1 4 4 A4 Ak
LA AT, LML PT R 5 3] NF-xB 35 A 503,
5.3 /NEEGRXT B RS E F AL

SR R W8 AN 3 A L T
WA SN B R LA sis. B, mrlEs
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BEBR 1Y) W] 30 4 Wy | TR FT B (helicobacter pylori, Hp)
X GES-1 4HJf03% 77« 40 T 44 IL-1B &% IL-8
4y LDH 3G PEF GES-1 48N p-ERK1/2. Bax
J Bel-2 HEKFRISEM ;5N BEm A
5, AR AN T A O (BERK1/2) 4011 77 PD98059
BB /N B R 4 — 25 105 %% Hp XF GES-1 41 i A ¥4
FRIIEEM, SRR /NEERR AT @ I P A . G0 TS
JIFIPLIE TR I8 Hp 755 1) GES-1 41 fdi 454,
5.4 /NEEGRHE BE RS E R AL

WR/NE SRS IT 1 /N BERON AR 2R A AR 1 AR
4 CHOP mRNA. GRP78 mRNA Al # JiE K 7 i 5
W, 45 T/NEERATT 8 S, JRIE A& A/ILE
Fof R R, [FIBJR CHOP mRNA. GRP78
mRNA [JFRIAKF S MfiLiE IL-8. TNF-a [ 53
AR BRAG, R HEAE A vT el o ek D AR 2R A
EEHEMEREMOEOR, BIKENHST
FEE 0 B P D SR N, e 2 REARAS o Zhang
SOV T, NBERS AT LA R A S N R A
il (NRK-52E 40 A ) F1 N 53T o ' /0 8 41 i &
(HK-2 )i nh — @ MR E o ZNEERR PR AR
TIEMHEER A N RBUEALBIE(GSH 1 SOD)
K DL S AL U R (A (Nef2 1 HO-1) ik, IF
L 36 o 8 i A S LT O 2R R AR Th e, YD
FT-HE A @I Z C. Bax. caspase3 1 caspase9)
ke RBEIHT-TEER, Bonon ZEBTIWFFLAIL, /N
R AT DA 5 4060 1 1) Qo o e e fk R 2

BB X

% '5 9% (autosomal dominant polycystic kidney
disease , ADPKD) 41 Jitd [ 36 58 , Ik 9 % 25 W
(10 pg-mL-Yr] LN ADPKD #4441 i it 4 i A4
K, ANFE GO/G1 HIZRIAHG N, [F]I AT LA ERK
Al p70-s6 W MFRIL, FEIREZIM(100 pg-mL™")
W B W DL R A AE T, RN BERE VR T
ADPKD (W EIRTT 251 £ 37 S8R T /B
BT A 175 /N R L 454 F) O A 4 A
Bl MTT X545 RRoR, /N RE T N = b i
SRS 775 Annexin V-FITC/PT XU iR % 45
FEIR,  /INBEHRE 0 ) v S A O T
Transwell JEFIRIG LS KT IR, /ANEER AT LA =
WEE S 240 RIIEFS; Western blotting &5 H IR,
NEERI AT BEAC = HE 15 5 2 A desmin 25 R IX,
B {27t 55 nephrin 5 podocin £ H1FRIE; Bk Th
RESKIGSE RN, /NBERLAE W] B 32 = s i 5 3 2
20 DR BT BE o /DN BRE BB BE R 5 v B S RS
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SRR ARG, FOAL I AT R 5 A 2 4 MR A
nephrin. podocin Al desmin & [ FRIEH kB8, Jin
LDV, /NBETH AT LAY b A 3 100N B2 4
Mg IR, W E R IRE AT, K
ER & iEid e 3 AMPK HvEAL 58 1 H WEAEA,
TR e 7 260 0 15 5 A 40 PR ) 0 4
5.5 /NBEBHO i IE B LR AR FH AL

R0 S5 VOTHR A T /N B o0t Jig T B 1 0 ) AR
F s RIS BB fizp 3 B A iR BB L R

BB VDT R A < v €07 4 2R B S 4 A

BUsR . NBERIE YT B M K A L AT Re 2 i i
P80 S50 i 1 R AR, [R] B I R e i A T R
. DRI B MER D Re. ARSI g T
/INBEHONS 7 By B4R A AIE (irritable bowel syndrome,
IBS) K B iz 8 w1 B 52, S5 R BoR, &/NBEmT
T, IBS KBRS 24500 I e SO
TEMARAETE OIS B2 0, Fox HALH AT #e 5 92
1 IBS KB T8 AT R RHE I Ee ], BRI AT
PERH B ) LL A OG . BERE SRR SR I, N BE
Tl AT B S 411 ) 9 D R i AT R R i BR R AR A, A
BEA B LA AR AR . L SR
K F A e R OB B R B 8 ST It O 1 A5 T R
(ulcerative colitis, UC)/NMRIEA . R BN, &6
¥ 25 /I BRGE  7% 1 i PR 3 300 RN 24 2005 B SR I 3 A
ANFRE R s, He b /DN BRE A v 70 2L 1 VR A
TEBNIRH . G5 K AR TR A 95005 48 BOF 45 iz 4 234
e B B N BE. &/ANBEWIGIT IS, DA
HZH TNF-a. IL-1B /KB EFEC, 1L-10 /K
-y claudin-1 mRNA A FRIE AT BI B A4
FHiEr. ANBEREA AR TT UC /N R B4 28 0E, 1E
FAMLI AT B v id ot 52 i R 3R ) claudin-1 £
H % mRNA K&K, —aEfEE EgFEEE &
R AT Re ke e v, FEICmEEEETE, AT
/0 i 18 Ry B S 15 9RE SN IR0, I8 A 23 45
Pt 2= ARSI ORI, /N BEGE i 1 1 i
T8 40 J br 5 PR 5B B R, 4ERE I
FHIBAUBBE R AR AS , T &l UC /N BR ) 45
W RAE, X UC KR4 R EER R VEH . Tang
SEVST /N BEBR I 9T I B ER G RE (P9 o B J
FEVE, R /N BE e S B R R, R
PR IE IR SO, R W S R B A
6 /NEEEEE MRV AIE(ER

MEZEFWIP T T ERR /N BERIOT B AT BT 3k
R E AR R 2% 2020 4 2 H 55 37 4555 4

K A2 Z4RE BB AR BRI 2T, SRR /)N B
A A B8 %0 P SRS #2024 BB ) 4R i = 4
I, 3R] R 5 S I S AP Q. R K A
WFFAESE, /NBEGT /N AL BB — 2 1
PRy ER, T RS /NBERLE T P2X4 2RI /N K
JR2H BRI B 0% . 2B R SR OV 8 /N BEBRON K
R H i 5] 78 J03 - 4 P Ak A1 4% 1 5 i DL B FLAE
HU . ZNBEBRLE 10 pmol L' W< R REAS 5 35 (2 i3k
HHE 0 7S R T A M R RS, AT DAk B [R] 7S R
T p-AKt Rk, M FEE PI3K/AKt I8 %,
P HE K BB BE 18] 78 T4 B f3 L% . Hamsa 25050
WFFER I, /NSET I A 3 3 3 B2 i i 4
1l 55 P e 28 A I A AR R R Y, A
#% HIF. VEGF. COX-2. NO. NF-kB LA S fig % &
AHMEE 1o XIMESEBURETL T /NBERRON S B IR T
HCCLM3 AT 5 AW s, 458K, /)
BEGHO b 95 N HCCLM3 458 (140 14 5708
BEBRIR BE A AHOCHE, /NBEBR(S, 10, 20, 30, 40,
50 pmol-L=")2H B4 24K ) h 33.86%, 40.75%.,
49.22%, 55.10% , 60.12%, 61.42%; ZHMIFET R
Bl /N BEGR MR FE NG R B TR S sl dLtl
B, T RET IR Bel-2 5 H WS AtgS.
Beclinl mRNA K15 Fifl. $E- 0] G828 45
Bel-2 I£E, HRiZMBAET, FEK X EH
Beclinl, Atg5 mRNA FiE/K>¥, {2t AR EDT
i gga 1 B,
7 HIBERE

INBERAE S — P R BRI, BATTIZH
EAER, VR I Y KRS & ) .
ARG T IR W TR B e o i L A
LM R — BT R RIS BEBR AN B A
B AR BNER SRR T N AT
Sto BAVEVEZ M EGRA R UL, /N BERR IR K
YR 2= TERMLEIE 24 259 R 77 & 5750 284 1)
e T e R N P 2 4 1 5 el R, R B AT S AT
22495 Hh o] B /N BE AR SR AE I 9T A ) 24 BEAE B 4y
TR, NELT 2 N I RS AL EE S AR
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