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Abstract: Cardiovascular diseases, including coronary heart disease (angina pectoris, myocardial infarction), heart failure,
hypertensive heart disease, arrhythmia, etc., are currently the leading causes of human mortality. Baicalin can alleviate myocardial
inflammatory injury, reduce myocardial oxidative damage, inhibit myocardial cell apoptosis, inhibit platelet overactivation, inhibit
myocardial fibrosis, regulate immune balance, improve mitochondrial function, promote myocardial cell proliferation, promote
angiogenesis, and reduce myocardial injury through multiple targets and pathways, thereby improving cardiac function. This article
summarizes the pharmacological research progress of baicalin in treatment of cardiovascular diseases, providing reference for the
clinical use of baicalin.
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PEBR S AR OV O LA PR R T
PO RO RS RO LA R4 T G
AT SRR RAThRE . (RHE O LA GE . (R dE
155 38 A DL O A FI G O T RS, YR 7 O I
B AL T BRI O I B (1 25 3
TERI R, R IR IR 23t 5% .
1 REROALR MRS
1.1 HNl22 R SE M E B MBS/ 4% E F-«B(MAPK/
NF-xB) #KAEBEEIENL

MAPK F1 NF-xB J& 4% 2 5E R B A% 05 5
R, MAPK (JCHJE p38 Fl INK) flfh IKK 5§
ELHEBOE NF-xB, JERAIE ORI, 0L
KA. 2R 5 ECEA 104 20, 30 pmol/L 3
LSAFTACFE AR 2 B 5 HOC2 O LA LBk 12 h 4T
FUUESE, 2 nl i i 7] & A S i B R 1k (p)-p38
MAPK F1 p-NF-«xB p65 Mffigft, /> p-IxBo /£
i, FEIEIN IkBo KT, FHWTE BEE0E, BRAS A 40
v (IL) -6+ MIREIRFERE T (TNF) -a Fl IL-1B %5
RIE PR PO . XIS A
20+ 40. 80 mg/kg FE1F ig 45 2T T AR L L Bk
I P R K BRI AT UE 92, 3 AT o )
MAPK/NF-kB #iE i B PRI p-c-Jun S 25K Ui P
(INKD. p-#AHiffi7ME 5 7730 (ERKD. p-P38. p-
P65 MIERIE, Jab R PE4HE T (IL-6. TNF-a. IL-
1B) BEiif. PO WLIEE (CK. LDHD, R340
gE, NI R AR JE AT o
1.2 PH Janus HBE 2/(5 S5 S 5% FHERTF 3
(JAK2/STAT3) ESi@BEEENL

R T (a0 IL-64 IL-11. F M7 $s]
T &G DA BRI TH 52 A TR A8 JAK2 R AL,
Wik STAT3 {5 5@ %, BHE: L TNF-a. IL-6. H
At B -1 (MCP-1) 258 & F T £k,
A5 BRI, § OISR 53RN
SEOUFEH] 5. 104 204 40 pmol/L %5 FF T T K F O
LAN Ak HOC2 24 h FIBFFCUESE, B2 H nldid #)
il JAK2/STAT3 15 518 B A0 982D 98 RE K 7~ (IL-6+
IL-1B F1 TNF-o) B, gk fasnifs, 2 40
77, PR 5 A o
1.3 iDEIREASELANER 3-HEs/EBHEE B (PI3K/
Akt) FSHEIRAELIL

PI3K/Akt {5 5 i 2% 7 I0E IKK, BEER1k IkBa,
fief# NF-kB A%, %5 TNF-a. IL-6 2542 4 K14
AR S5 R 20 BRI O L, I O LR A1,

B EAEOUE R 10, 204 40, 80 pmol/L BT
TR B LR MUK HOC2 24 h MIRFFE R IR, #E5SHF
AL A PIBK/AKt {5 538 2% 1) B R 14 (p-PI3K I
p-Akt NI Jl b R ERAER T (IL-1B. IL-6) BEHX
FET MR E A LR D (GSDMD). EHERE: &
FERAGEWIREZ A A 3 (NLRP3). 2 K A&l
(Caspase) -1 KIE, P2 Co VLA ML 98 0E I AR T,
Er KA ] IR
2 RO EKHS
2.1 BEZET E2 HXEF vMaREE8-1
(Nrf2/HO-1) {55i@%

Nrf2 & hta b Ncft (ARE), B3 HO-
1. BEEAEALES (SOD). I8 AR (CAT) %%
FERRIE, BN b s TE Y, IS RRIE T
(ROS), i Lo, Qian Z5EB3MF R 100 mg/kg
WA ip HATHRAE LRZE LS
/NER 14 d I ST R B, TS AT I S Nref2/ HO-
1 {5 5 sa P A LBt ( -1 SOD1. CAT),
WTERBETS, P H IS S 4 (GPX4).
ATAIIRE N B &l 2 (PTGS2) FIEkAQist,
T /N B 2 L 43 H (LVEFR) 46 58 73 3L (LVES)
BE T REULLELESKABANG (LVIDD &
O F JEEERTIK R (LVPWA) 1, SGE /NG
IS4 e, Nrf2 $0HI57] ML38S ml i 4% 15 %5 1 1)
FRIER . ZEEREEDAEA 50 pmol/L # A TikL
PR B 2155 5 R R0 UL4H BB & HO9c2 41 24 h 1)
WFFCUESE, 7825 A I 0 Nef2/HO-1 J@ i i
SOD2 At H kit Ak ¥l (GSH-Px) EHis b
g /> ROS B RAMIBE(IRA =% (MDA) /K, &
FIER ORI OV RS 7T .
22 HUEIRELRRRIZENN A ERBIRELEE 2
(NOX2) @&

NOX2 A4k pB Y1 B T B A M i g, 2R
. MDA, iERER B N, SRR IS R
N, FECOUA RS, Ge Z MM 100 mg/kg
WEH ip HATHRNE ERRERL IS
/N 4 BRI FESE, RS s EsE A g A
NOX2, il Hid B, ks> ROS FEMEEGS &
FEAE, PRI UL M e s S A T, TR RS AEOKR |
AL AL I BE T .
2.3 0% Ras EIREFEZRIEM 5T A/Rho 15X 5/
BHEEEEES (RhoA/ROCK) ESBIREL

RhoA/ROCK i if PKC & #fi 1 i 1% %
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NADPH ZLHE (i NOX2), fAk A8 B 5 14 %,
FHCLLROS /KT imy, I IR AR A D BE L N
R & E 5 7 S LA I 2O LR A5 070 o 0 e P4 A8 g
Fi 10, 25, 50+ 75. 100 pmol/L %% T A fR 0
JVL4HM Z H9e2 24 h MIBFFTIESE, 2% H n] a4
il ROS i &7~ A | RhoA/ROCK 15 5 I8 B 1L
7%, Fif RhoA. ROCK1. ROCK2 K [ £ik,
5% SOD HLA B /1 &Ik MDA g it 4k =4
K, LA 7T -
3 HISLOAZRRE AT
3.1 HIBIABRMAE (ERS) &M

P 5 I SO I CCA AT/ 8 - 25 4 85 1 B 5
FH (CHOP) T 4h. IRE1a-JNK JEEEAFEFELS
KA 3 R NI T, SRR T
TE R IE R BHE IR, FRSEROER 25, 504 100
mg/kg B ig 52T ) v KR 4 R 7E
RS, S R e 1) Py o PR 7 J5 o A1 i 22 0
FTEE 78 (GRP78) WIS K B 1 (IRE1). CHOP
FIEMAMET:, B Cx43 EARL, HWRLE
JULZE M 0 L AR E M, ) A O B T s e A ol
WRIAEER 2 BEE (ST2) 1 B BUA4HK (BNP)
K, BB OLIIREAKT, D ITIR MO H R
. BEIRZERUMH] 10, 25. 50 mg/kg BETT ig 4
25T TR i 28 g S 1) e o K BR 2 A (R TR IE
S, F A AT R A OS] ERS 8 % O R T
T GRP78. IRE1. PERK. ATF6 #ik, FHMKfil%k
KIrBEARMN (UPR) HFFEE, W04
T, BRI L IIEE .
3.2 NIRRT R

AEXREEREH 25, 50, 100 mg/kg 7 25F ig 25
00 F1 3 R R 4 B B FRIESE, 358
IR LR AR TE B AN L3R C (Cyt C) PTIER
HEFEE A F--1 (Apaf-1) /Caspase-9/Caspase-3 Ji
BRI, itk BEN2KR, 4iEE
R otr, POV T AE N Ki B 7Y
FIEAPKE (NT-proBNP). ST2 KK, #t—H ek
LIRS BRLLAZ5E ] 20, 50, 100 mg/kg #%5
H ig ZA25 T 7l ip CVB3 JR B ST 7 B3 1o L
R/NR 10d FIBFFUESE, B SR ) Cyt C.
Caspase-9. Caspase-3 1A 2 Il i il 28 28 Wi A8 T~ 18
P, ST 2RI FAT, e O LA i
T3, F#K NT-proBNP /K°F, BEKCIhEE R FFEFLC
HEM, THEREH 4.5, 9. 18 pg/mL FX-H T

NI AC16 LA 6 h FIWFFCIESE, #&Fn]
T AR SRR T % (Cyt C/Apaf-1/Caspase-
9/Caspase-3) &= L NIA MRS I FIAAESR, BERF
ONIIE T %, HERIEHK.
33 HIHISSERBE-1ATFESETF (calpain-1/
AIF) ES51@%

O LB I AU SO ER P ot X R8T 2 500 L
YU M A5 2 TH e, B0 calpain-1 #1113 AIF %
1k, PO NIAHME TS RIE A, ] 5a A2 H
50, 100 mg/kg #E-1 ig 4525 T B sk L7 g
FFk (0.7 mm I Fyi LWL E K 6 J& T
FUUESE, B2%H n @ ) calpain-1/AIF 15 518 %
N calpain-1 FIAFAL /> AIF ZEFE AL 540, i)
DNA W40 T, FaEdiET-EE B 4k
82 (Bel-2), FHRAERT-E A Bel-2 M X &
F (Bax) Ml Bax/Bcl-2 FUfE, PAER-CULAH B HES
N, 4R TR, B OIhhe.
34 HPHISRIET

OO YUBR ML FFHEVE T ERS A [A) I S0 Ak 48 T A
T, YIT-FEL R ROS BK, HAB
mtDNA, HE— 0% p53-Bax HTHER, § AL
AP T:, P RAEAEHEIARRT, 2R AL SELSE H 20,
40, 60 pmol/L #& % H T TR BRI L LA H9c2
4 h [PBIFFRIESE, TS AL I e A A R A
FAI A T 2(PTGS2)/NOX 44 FE T b PTGS2
I NOX4 HFEHRKIZE, FFIK ROS Fl Fe /KT, k&
LRRIRIE R, PRARANARIIERIET . Fan S5 ]
100+ 200 mg/kg T4 ig 25 25T T Eh FL A2 A0 B 52 ek
ARBNIKEE L CUESE R, 6 d IR FEUESE, 35
B AL A TR A e A A R 4 (ACSL4)
FIE Pk IR U F AR T OGBS (ROS R
R, OBMRE R ), S TR SRR NCOA4 /v
SRR AN, FRARY N EKCE, AR LILA
S B A -
3.5 TREERMEEERSF 1 (STIM1) BIFRIA

OO LB I FEEEVE . SRS, STIMI i
JEE W 5 EUM R A5 B 2R ([Ca2t]>500 nmol/L), JF/iX
mPTP FIFEL Cyt C/AIF, i&ER% Caspase-9/Caspase-3
WAL, Bl DNA Wi, Ml QLR TR0, 254
EBEA] 10 pmol/L BEAFH Fil4bFE HOC2 /L L4 i
PR 12 h MR FEIESE, 35 HATEE N STIMI %
325 1) 5 b 1 45 P AL (SOCED A3 FA45 55 F
W, SRMEEEE, AEETER (Bel-2 L. Bax
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A1 cleaved-Caspase3 i) MR, BRI O
YT TSR
3.6 BUE AKUBRREBESEUERHEE (AMPK) /i
AFEMSRLER (mTOR) EE5EK

Akt (K354 T FH T Bax/Bak &A% A7 A1)
CytC B, 121# AMPK/mTOR 15 5351k, i
T EWRTE R SRR, BHWTE T RAORB. )
SEBMI R 50 mg/kg FET ig 45 25T T B k4
ARG O J1TEE 4 R FEIE SR, BT AT
0% AK/AMPK/mTOR {5 5@ FiAFTE TS
H M Bel-2, NREFTE M Bax, 2RO LA
MPET-FeE AR DL 4EREH . HEZIZREL . 410
RERFN SRR, o O IhRe, I OIRIER .
Cheng 504§ ] 5 mg/kg TH 551 ig 45 25T Tidr 82k
VM S5K R (Ang) 11 871w I O E B 4% /s
B4 B FESE, B @ HE AMPK/
mTOR & 7% AL B Beclin 1. LC3II F{7K A1 TF
15 p62 7K, F O WLCo B s P W AN E T
HE$E A LVEF. LVFS, KA = E (LVM), &7
TR BB (LVEDV) A4 KEIZARF (LVVS),
2 RN R D RE .
3.7 MUEREIESEF 1o (HIF1e) /cl-2/ERi%S
E1B-19kDa t8E{EAER 3 (BNIP3) {ES@E%

TEE M HIF1o/BNIP3 3546 A5 SO LA L 1)
TRYEE L, TEBRZILRR, B> ROS 1 RFH,
FEL L CNLA IR T, Rt WL ARG R, Yu ZEBo
F 25~100 pmol/L & %54 T Fil sk S P55 K B O L
YH H9c2 24 h MR FUUESE, B2 nl i@ i Js
Nrf2/HO-1 415 HIF 1o/BNIP3 38 NI T-E A
(p53. Bax. cleaved-Caspase 9 #ll cleaved-Caspase 3),
FRPUETEA Bel2, BEWMEHES AL
HfET .
4 HDH RIS EEAE

I/ FE S B O A PH2E . S R
ROS/A5EEL 3 P/t BB AR 17 0 L 2571,
Wang 538§ ] 12.5. 25.0. 50.0 mg/kg FH5FH ip 45
2 AL B S T b IR 2R A T Y SRS = O LR AE R
10 d B FC R, B E @ AT AT SR R
MmEZE A2 (PGI2/TXA2) “FiidsE PGI2 (Hli/
BOEREER T IR RIFEK TXA2 FIKF, #E—5
B A% /IS BRI FLER L A8 (LDHD AR [ T
(CK-MB) 7K, ] i/ B s, e
IR 4E RN R 5K ThEE, sk o ILFESA

5 HPHELOBALEL
5.1 #ii#) MAPK i@ EREE

MAPK il #5 INK. p38. ERK 3 NIE7#Y,
AE I OE A K T2k R AR KR -
B1/Smad 15 i@ (TGF-B1/Smad) @M. JE)iiid &
Fefd, fR I R AN A B IR0, IR SRR,
TR HEO VR T 4EH M3 TE, FECONL4EdL, 3
CHEAERBO, Cheng 4R 5 mg/kg 35 551 ig 47
25T 10 Ang 11 857 (I /N B 2 J AT 8 3IE 52
FESAF AL E AN MAPK 38 80 10 1) 0 i 2 2R
1 p-JNK/INK. p-p38/p38. p-ERK/ERK #iftt,
WO EFENRE (ANP). BNP HEEARIE, HEmZE#@
Ang 11 75 51 15 LR AR R FA5 4% o 5K P-4 41
7 12.5. 25.0. 50.0 mg/kg FET ig 4525 T-Hids
FL A2 AR Sk A B Sz ST o IR E K BR, 4 4
FLUESE, $EEH nlE ) p38 MAPK % % {4 AIRH
W TGF-B1/Smad2 {5 5 i % (1) 305 #0H] Collagen 1.
Collagen III. FN FI3RIA, B BRI R DTAR AR S
HA4H, BE{K LVEDD. LVESD. LDH. JJLE& sk
(CK) AR IS H M (CK-MB) [I/KF, $#26
LVFS. LVEF [{17KF,

5.2 & PI3K/Akt (5 S @ EEL

PI3K/AKt 8 2% V% A4 P B 1 10 W 545 s g D8 g -
3B (GSK-3B), filBxt Snail (4, J5zh bk - 8
AL, FEURA MRS, BE mTORCL, {&
BB LE & R, IR R &S (VI 8 i B
PURREY, He ZWUEH] 15, 25 mg/kg A1 ip 4424
FRAE FIRERSE TR0 32m /N R 3 1A
WESE, WA ALET R PI3K-p85a 3k DL
PI3K/Akt JE BTG, N RONUE KPR EY) MYHT.
ANP. BNP £i&, W3 FACONAMREET, B
RAFgEfbn &) (EEE. BIREH. o-SMA)
MRIE, RS UTRRIAR, PO MU RN AF 4
o, WG /N BR A 0 2 B JE RIS AR D RE RS
5.3 F#% AMPK/TGF-p/Smads {52 1@ %

AMPK ()i B 3401 TGF-p/Smads 15 5,
I TGF-B W&k, FEAK Smad3 BERRAL KT HIR
JRUUR, B8 A AL OA R Xiao ZE4ME H 12,5,
25.0. 50.0 mg/kg B ip 42T Ang 11 75 51
O KR 4 AR FIEsSE, #EHEe
CaMKKP i 1) AMPK 05 #fi] TGF-B/Smads i
6, P R R B JR-I. FN A1 CTGF & A 45 27 4k
R 7238, LR EEAR G RGO LA i g 5, BHIE
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ONA 4 ERE . Cai EUUTH 12.5. 25.0. 50.0
umol/L B2 F B A K RO ULAHAR 24 h IR
WESE, A AT UG B RT3
(SIRT3)/LKB1/AMPK 15 % i B0 SIRT3 LAFH 1E
LKB1/AMPK 31k, FE#ARAH A 2 i AR A0 H] Ang 1T
HEMNERE A ERE B (B-MHC) . Wi Fl44 £ fik
(BNP) AL EFENAF (ANF) FIRIE, TBLOME
REK o
6 BT RETE

G P P10 5 0 LA 1 0% 58 2 00 T B8 2 05 R
T AZ O], 5 G 4T DB T . JORER T
PRI H SRS 2 mEgAE, PR %
3% 24 i STV PR SR B 92~ 247 2 A o UL A5 4% 1) B
FEMEIT), B SUT R 100 mg/kg 35T ig 462
T 99 45 FL 7 IR 3 Jik 7 9% S 3 o g 30 JULRE BE K
f 30 d I FLIESE, A @K CD4Y/CD8*
Pl B4 K, RERZEFETTER, 5658 T
PREATH R T4, R O LA 4E RS K0 i3
R EE AR
7 ELRRINGE
7.1 PEERZERIARIE E 53

LR LRI A AR SR PR E R AT . O J1 3
FAGH PRI PR A% O, AT 3 R A AR 1) e B
fRRREEARWIZRAL, A TERs, FIR AR
SONLFVEGERE, S2 O LA AL A5 53 0 DG B 491 . W
L ] 100 mg/kg WA ig 4h 25 TR B O
BRAT KB 4 FA (B FE R I, 38251 nl i i 40 Drpl
Ser616 Tl i A4 BH Wr 2 b A4 ik B2 43 38, I 8 Ak B
B Cyt C BRI D) Rekehs, FERLb
PR AGFITR T, DR R RO LA 4R 2L SRFEAN
O, BRSO DIRERIAE R
7.2 BRGRAENRIEIS

LRI SE AL R £ T I R AR A I 48
JBETE (5 Sk R, 25 Bl FEE 4%
O 1A O RS Z R0 AR KA K
JEB, B ARS8, 40, 200 mg/kg A ig
YT I Ang ST RBEPE AL O HI/NR 2 F
(PRI FEAE S, 3 25 m I e e 2 b A SR AL R A
% (mtROS HEFD, FIHE ROS-#5 T HGHEIEIR, 4k
FRLRRIR AT, 0] mPTP FF, 8 S 2k fAcim
TSR T, SRR 2R R R RN,
TR OIHS B IAE K. 4840, SRIEA K iR
T, BRAR o LR I ) st S 1 S T A o

7.3 iSRRI REE K

Aok ne B ACH e R AL SRR H &L
FULTEIR L2401, ROS B« 8l /15 R 55 2 B3R
I, Wi “ATP ¥63% - ROS MK - 8 /12# 245 -
JBET” RIS B SRS OO AT, S ULk L, AR
JEL R 5 g P 6 R AR AE L3, sk BS54 0.1,
1.0+ 10.0 pg/mL 38 5 H 1 40 =RH ] 6 B 1 <715 2
L AC16. H9c2 AT HL-1 #4148 h FRT 58 IE 52,
T AL B E RS CPT1 CRRH A B )
PRI FE GG A AT PIBR, 1Y SR 2Rk R =
U, JERFR RSB RIS 2540, (R 2Rk R &
AR, A BT B S A A0 e 0 T 4
8 R AN4pRIEsE

O JL4H R 384 B B 7 A2 o LA 2 5 TS 1) O
WERE, K500, O 5. OUERES
IR PR ELEAR . B ERCRE VIS, (RO
MoXasE, (A EIEE, R s LIRS,
B R EEOOE ] 10, 204 40, 80 pmol/L B X T
T SO IR Ik HOC2 24 h ORI FCIESE, #E%H
A P PI3K/Akt 15 5@ % (17 L2 Cyclin
D1 [Fik, P& Caspase-3 FRIE, WHNEZ A
1RO JUL 2 R TR0 SORE SO, AR g o UL 4 i
B, A LIS 17
9 {RFMEHE

OO LB S, I 37 A i 448 o B 4 ot 3 5 P
(CD31"h3&) Hg A SAE FRHIE, WD IEAEIN 2%
X O LA 1157, Wang ZEB58MEH] 50, 100, 200
mg/kg H 5T ip 45 25T THEE L0 b R B ik i 4 S 3
SERPODUEZE KSR 7 d FIBFACIESE, B2t alimad
F AR SR IO LA U N R A KR FEASR
ik, RREMAERT A (i R 4E T FIIG 5D, o
O WU REE, ek Co A A%
10 578

TS A IE I R O LR M . IR L LR
ARG« A ORI T $0] ARG B T
PO LT GEAL T P4 . s 2RI A T RE |
eI e N sl N =T e 2 o ol W
B SRR, B I AN A T I 1 2
Poll, B UEIRAE R T A AR A, Tovk
RN 20 I FO AR - RERS HAR A, =
KEEARIG RS, 7N FE FBL] L 75 5
o HKWIHZ 2t 8iEek Cnfzmm. i
B . BT 569 E%) (W ARNIL. B %%
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