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Abstract

Coronary heart disease occurs when the blood vessels supplying oxygenated blood to the myocardium
become narrowed, resulting in myocardial ischemia and hypoxia. The primary cause is coronary ath-
erosclerosis. Currently, in Western medicine, the main treatments for coronary heart disease include
anti-myocardial ischemia drugs and anti-platelet drugs. However, these medications also have nu-
merous adverse reactions during long-term treatment. The efficacy of traditional Chinese medicine
(TCM) in treating coronary heart disease has been explored by many scholars. It benefits a large num-
ber of patients with advantages such as wide treatment pathways, comprehensive action targets, sim-
plicity, effectiveness, affordability, and low adverse reactions. Numerous studies have indicated that
single TCM compounds and complex prescriptions can protect cardiomyocytes and improve cardiac
function by regulating multiple signaling pathways related to the disease [such as the nuclear factor
E2-related factor 2 (Nrf2) signaling pathway, the nuclear factor kappa B (NF-kB) signaling pathway,
the Janus kinase (JAK) signaling pathway, the adenosine monophosphate-activated protein kinase
(AMPK) signaling pathway, and other signaling pathways]. Nevertheless, the relevant domestic re-
search and literature are relatively scarce and incomplete at present. Further studies at the molec-
ular biology level are required in the future to provide references for safer and more effective treat-
ment of coronary heart disease.
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1. 5l

ek Lo (CHD) R — ™ F Bl N SR A i (@ RREFK H L BAT B 3« BB R e VR K Rr
[11. JeCodps A B AL Al 2 BN BK I FERE AL (AS),  HIEARFALZ NG FTTRREBIK A R, TR VE 2 A5 [
IR FEREACRE S, (M A/, MR RRAG, (E M BE I AL . AS 2 — DRI, LR
M ARIE G, AT R BRI A RS B AR A T LA I B FE 0 A B
AR 05 S B2 A AR (2] BB B PE R AT R o T EOR UM MRS 25 LSRR 25, (HIX4L
aye e T R AR AR RN, 0B IE RN, T, tha REHAE3].

FURT, B R IEE R Y], KR P ELYIEIRIT AS JTTHHUS T RIAFIIRCR . thgiJr i sk
TRIT T O IR AE S I BR B LA IR 7 Eo MR BH -2 (NIrf2) 5 5l K L A% 8% 5 H 1-kB (NF-KB)f& 5 il % «
Janus %2 B R MR OAK) (5 58 IRTFIRIS 1 B AR (AMPK) {5 5l 5 2 26 15 5 il T 2EAE
AR A, HEIE. ARSI A A SR R RE T AR TR . ISR PR EGIR T
Lo (R R O BT FE A e 3R T BR 25 B e Lo A 8RS i m] DA el Lo R T SR BE 22 11
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o7 e SR AT B 24 R 4 e o A SR A5 5 B X STHR H TR HLRR R s R, BRIk, A
LI At 28 P R 2538 T e O (14 (S Sl B A BT FURE S, B st BRI T A AR A

2. FiLREEEEFIANIR

FEALE BRI S IR RRDUR T “ B« F0CoR 7 Jak, OB T OO 51 kO
PERAS RN, T Bty BFS IR B IUAER 5 SOV AR IARA, DN, B, IR, 57658
B, SEORMNA, AR, BT IT, FEENFESR PR, SR LLOE. (O AU o AR R
[4]. CEBTEmg) [S]FACE: “REKCHBOREA L, BHBASZ, BRI, PrEVRE, STHAE M.
S PHREANCE LA, PrOAMDEL. O, DAHHISRE . 7 sk R iR B “ PRGT5R” 2 B O AL o
CRIX « o) [6]ic#k: “HO9E, TRFZRT, BRI, Y KEI. 7 MG THIE E S0 AE
O SR OISR RE . B AT EA R Z Ll “ iR, AIRAER” S5O AR BEAT HHIE R
o MEHEAFLEZE N (EEERR) , 7 diEest, A, R, AWURSGAE R LIGRYT “ s
7o EERIMBEETIEH “=SPVR7 w7 OB MR NE, =2FHMkhBaZ, =t, RRE4Y
R ImRAEE B s B —E s A

3. FEHIFIFHEXESERE
3.1. Nrf2 (518

Nrf2 7480 i S0 SR S5 T B R A o B IEE RS T, Nrf2 5 Kelch £ ECH A5G E H 1 (Keapl)
BT S A AFAE T o 7R AN I s B R, Nrf2 B RRAL, RS, S BI4ifuZ
SYfaiz ) Maf 81 JunbZip #5115 R — B AR (Nrf2-Maf) . 4 i m i) 450 480 s R T
(ARES)/7 41 T LAAERA IR Nrf2-Maf. J3 20 Nrf2 -S04 50 0d 72, 4% NiFk R RIA, G HeE— K50
SALEEA 1 BAPUEACEE, Wi R INERF(HO-1). FRAELIEJEEF(NQOL). #E A LEF(SOD). 3/t
H LS S AP (GSH-PX), ULt R R 2 BRiG A S F W RS PUEA N . Prk. BT 4%
N AR ERAP LI [8] o

PR /& CHD RIBRINLSIZ —, KEMFFCUESE, MO Z77 7 A Bk nT LR Nrf2 {55 2
MRIE T LR BIPUAAE T, D550 P B AL R N, R0 LA 2R 40 6 52 S8 A0 Aids, AT HEIR AS
It fE . Xiong [9]5 I HaOo- I Bt 5k P Bz A0 AR (HUVECS) WA S0 R I, e R H FH ARVE YT O I A
5T 1R HR 24 7 I O ik 7 B (XXT) ST HoOo- 13 HUVECSs A5 7 B Ry /E A, LB 1458 Keapl A
Nrf2-Maf [RIEIK-, FEiE—2 B Nrf2 /3 R 2008 It/ B IE HE 2 1 55 (GCLM) . NQO1. L.
FHEATEHMOX) 1 1 GSH-Px 4% s i, S & 4Mfilig 2 (ROS)KF, MR HUVECS. # XXT *f
T CHD 677 RO T g 5 30E Nrf2/GSH-Px {5 58, & mai Pt A ¢, Ly [10]15F Fa kL,
A2 J5 7N R I 35 FL(LWDH)ZE A 5 5 ik 20 it 2 4 Mt (Eahy 926) 41 g A5 8 vy, 3@ 5t Eahy926 41 Fh A1 35
HAWEFERK) BRI, Wi T Nrf2 FI5RIE, #—0 BT HO-1 MEAKF, HmRARR T {2itgni
BEERVE R, 20 LWDH 2 78 76 i 1 B0 Nrf2/HO-1 15 5 B AR 40 I P B2 4 42 v i S84 BE 0 10
230 HARAR S (L L]0 I 3T 2 M /N SR UL I PR R AR R R B, B4 DU i R B 38 AL N2,
HO-1. Bcl-2. SOD. IL-10 A ML, #H] Bax. IL-18. IL-18. MDA. IL-6 FIB, KB 194
DR EL S Nrf2/HO-1 {558 B2 A BAUSSE, k2> 98 M s S A AH 2R T2, Skl o AL 4H
MR AR LRI

Ly S5 [12] BB i 51 R B BRI =Pk IR oL R BT EIR . K S OTE S5 3 HUVECS
B e, G B SN HUVECS H Nrf2 ik KF &A1) SOD. i A ARG (CAT) & &, PR &
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(MDA) & &, ROS & . FURT R ASE B Nrf2 @20 v a8 bl BRACE KT, $REERiET:
AT, DU RS SO G . EERE (CINM)Z —Rh 22 i fa B i R R ZRAL &4, R %
B4y . Wang [131250F 722 W], CINM 7 AL I A R 4R R b, St B3 Nrf2 S LR 3 R
CAT. NQO1 /K. &Mt kit LB (GPx)-1 Al HO-1 [ SERIE, fZ /> ROS A 18 i NO 7K
F, tbAh, CINM R30S 75 5 1) HUVECS i& 1%, 4878 7 CINM 2@t F i Nrf2/HO-1 {55 @i, it
— AR PUEAGEE T, TERR TR, CCE ILRIERR, M6 @i S0 CHD FIEEZW) . AR M,
AT I RAS BB B BT A AT 3-0- i HE AL -1- F E R R (MCGAS) 7E 1 AL BT B (t-BHP) 5L HL0, 15 311
HUVECs M ] DUt i HO-1. BkEE . - A& B R R /K EEE(GCL) . A Bt H K4 )5 B (GR) A1
GPx AR FRIL, HAPEKT ROS &, KIEHPIEMIEM, DAZmtad Srm ks, #—=>50
J7 CHD [14]. SKHES /2 PR HOKR B T 245 ) KR AR HES , W 70 R[50 A VIAE = b5 15 5 1) HU-
VECs #A i, @S Nrf2 #5467, ¥ HO-1 IRIA, WS SE ROS. —AE AT
(NOS)HIF=HE,  FRARAN H k% b i S R I (Fyn) & T HRZK P, SR B — il ad $2 ) Nrf2/HO-1 AH R RIX,
X B PRI 15 S 1) CHD BB HLEALER 259 . Lin[16128 NI, TiWk 7% B (SchB)TE 5 £ i (LPS)i%
S HUVECs #i8 i,  DIFFIE AR 77 0B Nrf2 A HO-1 ERIE, #E— 2530 7 MR PR 3E A -F (TNF)-
a A A 358 (IL-8) VRS, i) i 8 4B MO 6 B 73 1-1 (VCAM-1) M4 (8] 86 B 73 1--1 (ICAM-1) ) &5
A, [FIET 4] NF-kBp65 £ NF-kB 11l &5 1 (1kB)-a IR Ik, $27~ SchB A% I8 i #0E Nrf2 {55 % A
REEPLAR, Pk, PrESEIERIRIT CHD. RBEE —F M RE HIEUGARNER, PR, XFRA
FRTE SRS S HUVECs #rh, 3@ S Nrf2 561, Fil T HO-1 fiFik, %17 VCAM-1 Al
ICAM-1 [IRIE/KT, FH 80 7 INEHE S 1 NF-KBp65 k% A 40[17]. SR BE@Ed s, i
ARSI T SR T P B 4 P AR VR o s S aG E [1 8 3 i 7 ST O I R /N BT, R TR R 22 s
TR AL Nrf2. HO-1 kK, R NF-kB p65 FiA/KF, EE#GE Nrf2/HO-1 38 B ] NF-
KB i, DA RO I 5 AR R4 4

3.2. NF-kB 5518

NF-kB /- 3115 S0 B E AS i F2Hh B HE T RBEMEER . fEIEH SN T, NF-kB [F5 IkB 456 TR
SAEETEGMT A, E&MENGRFEREL 7RISR, SRR T4 TNF-a. 1L-1. 405 A1 £
e FAACE LR E E (ox-LDL) ROS I HAKEILALZ = H)(AGES), 1I0E NF-KB, 8 Hoif &9 1 N 21
B o BABE SRR T PR A0 AR ARG B S A DG I K] DNA P51, Bl 75 N B2 40 i e
IR RES T, WPl ICAM-1, VCAM-1., P-fl e-i&#£ & TNF-a. IL-1. IL-6. IL-8. X401
(MCP-1) 1 i 42 J8 2 (I (MMPS) , (233 516 R 1 RT3 o7 2 G 28 401 P ) T /65 B S R [19] o IRLAARHILARG 742 1 45
WA NF-kB RIAFE MR S —AFE R ESIKFEREL R, 2 NF-KB #8uaRT, ROS 1E N
TAB N AN AR, EL ox-LDL /5 () ROS AE RSB NO AE i /b, B JG NF-KB it — 5 18 0
[20]. Angll J& & M RRA N E & - M Sk R - B R 5(RAAS) I EZ 1Al . Angll-ROS-NF-kB 7%
1055 3 ik ok AR Ak fe B DR 221 i ok [21].

KR, AHIEH 24575 75 S R m] DL S NF-KB {5 50 8%, DURTEPLR, um g R4
MIfER, DLIRZE AS BERE. 3k (22058 i 2 57 6 O SR MUFAIE R RUR IERE R S0 45 e, 28 S35 I 7
REfF AT 4 K RO LA ZE Toll 52 4R(TLR4). BEFE /> LK F(MyD88). NF-kBp65. IL-18. IL-6. TNF-a
FIEBA AR TR, PR30S M@ i TLRA/NF-KB 15 5@, FALRIERFR#RE, N
B TIARIT CHD, Hii <31 575 N TLR4. MyD88. NF-kBp65. 1L-6 J7 T FI1E AR T B iR = 111 A4
Mo X AR (23 i R ST ME T R B b OO A Y, I ST R I B RORE T DAASE I A N AR KR T (VEGF) . I
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BN G HEEAEESZAR(GPR)30. i S AW 1438 A0S 32 R (PPAR) y £ 1 4H M T 401 25 11 (c-1AP-
1) mRNA FikEF Fil, NF-kB. 0] K78l (IKK)E ERIE T, 25 B ok al 5 & 24
GPR30. PPARy Z KA, | NF-KB 15 SR, ik CofIf M A R A ARG, BT ORI LA N HOIRES
a3 e S (241 1k L SR FERE AL BIR B 0 B BE R R bR oK BB AL, RN ANHIE Tz T TS K AR Y
DUBRAE BT R L(SIRTL)RIEK P& mil#EKEE N Bl (HMGBL). NF-kB. [l y THi & (IFN-
7)~ TNF-a. IL-12. IL-18 RIEFFAK, 3E—DRIAFNHIE Tz it 3% AS B/ R SIRT1-HMGB1-NF-
kB {5 5Bk, PRRAMERTRIE, DIHER AS #3H2.

ATUIERAT L) R B — P A i T B R A R, BABUARAL . PR AP A R . B T
SEENKGE AL K R, R IAT 25 B BRI T 1KB-a Al NF-kBp65 IR 1L, F#1% T TLR4 f1 MyD88.
IL-18+ IL-6 F1 TNF-a [k, IFH 053 GE R sh ko BEee A . b — DR, AJZ5EaT DL i 40
TLR4/MyD88/NF-KB i % K22 fifk AS JAE S N[25] . 1E 5 2 i 65 MR 2R IX IR 7 rr, A 58 385 8 ST B ko
FEREAL Gt B, I T B AR R AN H] NF-KB (B AL AR fR IS, 2 — D30 T & 2 F(AM) I EE A Rk,
55 ICAM-1. VCAM-1 FIP {2 40 26 B 2 1--1 (CD62E) /K 1. WIS R ZiE i v/ NF-kB i #iE 1L,
BETTHH) JORE IS L MR B2y R4, B3] AS (R JE[26]. A LA B HiE%s, & imin,
X Z R BAPIRAEA . A AREE AS 55/ AR R 3% r LLEES AS 531 INK. NF-
kBp65. NF-kBp-38 FlZH i #MA 2 (B (ERK) 1/2 HIm iz tb K. FIREAL S5 MDA g, fig
i £E G HH 9% 25 1 (SREBP [ B 1 5 Jo 45 & 2 A ]-1c ACS [ACC & i) 3Rk - e 4 40 B Al - (IL-6 TNF-
o~ sVE-cadherin A ATV PRI P A5 BB 2R 1)K, Bl T PLAALER(SOD. CAT Fl GSH-PX)IfIiG 4 AE
5 93 fif A 2% 2 1 (PPARa CPT-1 [ BBAZ HE B 4 A5 1 1]) 605 . W, 36251 Ab BLE R #1H1] NF-kBp38/MAPK
GBS, MIPE AS FFSEEL T PUREIT AL R PUEEL AP R A FH[27]. AT 50 I8 b e 7 sl ik ol AR A AL K
BRI TR 2 B A B 26 S35 N TR VCAM-1. ICAM-1 AR AZ A a4k 2B (-1 (MCP-1) [k . BRI T 4
FES AN EACEF(COX) 5-FE A EE(5-LOX) i EMAEF(MPO). —H A AT(NOS). C-R M H
(CRPY/KF. EIEIRES T TLR2 Ml TLR4 [IZRIELLL& NF-kBp65 VLIRS0, Al UL, #it i 2@ i
TLR-NF-KB 15 ‘5@ #4101 oxLDL 7 3 HIRG 70 73R8, i — B> 7R 4E, HEhIHAE AS L
D ReRrs T R AE FH 28] AHOCHE FUEE E A O UBEE R BB, R 28K fRUd I 198 PPAR-y
FAIHIBOE -1 (AP-1). NF-kB ik, (848 1 18] 5 A ifi e Jo) BBl ) 21 4 A FIBE S ) L IX PR IR S 30, 9F
B3 PR T 2R 48 B -2 (MMP-2) il MMP-9 [17KF-. A 2d 523 FRARAAR SN Angll A5 1600 I R £F
e ML(CFs)HT a-SMA. N B RRIE . 2, Ezdd s NF-kB {5 5 i@ g0 O UESE f CHD (148
BUFE 10 X BA PLer b i 45 4 FH 29]

3.3. JAK (5 SiBR

Janus BEF(AKS) — M EZ AR R BRI, B CRIMIUF JAK & A S5 9000 8 752 AR K55
WABEE 5%, YRS FREREIE F(STATEAZR G AN SR G . BT MaLdr
Z 7T MM N SR, B JAK EESh, A BF STAT B A[30]. i 4H i IR sl 17 AH G JAK
FIIGE, WS IAK KRS Nif STAT KIEIE SO0, I AL BT AE N A%, Bl o X T Ui ek R gk 47
Mk 5RIA[BL). 2435 T Rik STAT ZEMIA, GHCNIAIML . Beer4E 40 F A B 4u i, ke
BT AS B VBRI R B0 O U AT R AR K BRI R 1 8 i, DA HLMRZE$r s 7778
S BCIUBESE fE R AR BRI, vT LABGE JAK-STAT 15 5[32].

FHICHT TR, e 25 577 M Bk fe il i BRI JAK (5 Sl Rk, X2 o4 4 . 4t
AALIITER, 4E AS BEFE. Fu Z5[33]WF7CiE i e AS KRR R BRI 1017 h I Bl SR B P PR AI
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TR KR, TNF-a. 1L-6. VCAM-1. ICAM-1. E-Selection. JAK2. STAT1 I STAT3 ({1 £i5 £ BT
AT DL/ i HE R 51 R0 p-JAK2. p-STATL. p-STATS3 ZEidk i b i #) JAK/STAT RIS,

LU iR 1) AS EEIFLRAE . PURTIHERUER . 2 REE[341EL T 7 K2R % HE41H) CHD K
AR p-JAK2/JAK2. p-STAT1/STATL. p-STAT3/STAT3 LB A WM, &8 AR 1L /KT 1A 5 A,

PRI S RKBL ] p-JAK2. p-STATL fll p-STAT3, #REOALPTAILAE S, W CHD B FE AL
Hif -

3.4. PI3K/Akt (5 EiH5&

O ML A R 4530 2 B KR RERE AL IR G B B o RIBRNBOS B R UL 3-18 (PI3K)/ 2R 1 I B(AKt)(E
53 % T DA IS Y B AR PRI . PISK Y L UiF 0 HE TLR4. Fe 324k, FafbE+. 40 k-7 9w
JRARIRA 244 . Ak, ox-LDL A1 Angll 4 R] A0 B4R - ) PIBK. PIBK Vi AKJ5 7242 PIP3 AE 458 —
f5ffi. PIP3 51558 A Akt FIBEERUIEEM L EE 1 (PDKL)4E 4, Akt 24 PDKL BEfR{L, BHJE Akt
PO . AR Akt 3 AT DLSOE S SRR B 4k B -2 BERAEOGE B 7 (Bad) . S ER-
KA R R % AN (caspase-9)  # R & B EE-35 (GSK-3) M FLEN4 7 15 R SEAR(MTOR)FI P 7 —% 1k
BAH(ENOS), M5 40 B As . BRIt PISK/AKE 43 A0 v LA ) 0 P LA AT+ « Jeki2 I
AN PR A S DR Tk el I P R 4 R T RS I N R 45493 LLYR YT CHD [35].

FARWFFCR M, AR 24575 5 Bk T 3l it I PISK/AKL {5 Sl HE, IMHLO UM T:, Wb
YHHHERR, MM CHD #EF2. A 8155361381 ¥or CHD KRR, & IS 8 & HHE 5 (SGI)il it
A PIBK # H .\ p-Akt/Akt F1 p-eNOS/eNOS # 3%k T PI3K-Akt-mTOR {5 5 il %, I & Caspase-
12, ICAM-1 [Fifft, 5400 NO BB il ORI T2, 4] CHD EF2. 80 5 ol s g i
T O LB I PV 3 A R K B PIBKYAK {5 S 4% R, iR PISK. Akt & A& & . BRI Bad &
F, T s E T B bk 4R -2 JE R ((Bel-2) /K, FRARME A T8 Bax &5, ki o140
MO TI[37] 0 A S50 38 v 3 Co LR I PR K BRI, =B H (NGR1) AT LLid i $2 =10 UL p-PIBK
p-Akt [ FIFRIAWE PISK/AKt JEH, K Bax Kik, #I0 Bel-2 Ri&, /b doh i s 4 fL
(MPTP)TF S, 40 A HO 240 i T3 S8 7 (AIF) . 4Efid (325 ¢ (CytC). Caspase-9 J% Caspase-3 Wi,
M 2R AR AR R T OB, RGO LA, A 208> CHD Skifi 7 E A 43 47 [38] -

3.5. TGF-p1/Smads 5@ %

TGF-pL 7EA T ALHE CHD (2 Ful MU B R e AR vp i 5 SR, B R sl AL 2T 24 4 it
WEGERNAE R, ARk LR 2T 4 20 2 WA R R A 1, R 1Y ISP UL (R 3 B R B - TGF-BL 4kl ULk 2=
FI C(TN-C)RIE: i & 8 B B 9 (MMP-9)MiGfk, #E— D& muikE, TEBKkpIE, A AL — 2 it
R, IR T IR R AR, SRR A KA RE[39]. TGF-A1 nf L i # 2 B 1 (SPHK1)
Fik It B N4 R R A EEHH ) (TIMP-1) 75 S 40 JE - k23 CHD [40]. TGF-g1 it
Smad4 H R R4 75 S 1% 55 1 LRS- LA M (VSMC) 04k, X —1E &R 3 1) B 7 TGF-p1 @it 15 iy
JEIE SR AR AS [41].

FHCHT IR B, o245 FI AN KA s T i TGF-p1/Smads 15 5B K, AR 40 A0 S 80, $0h) 2T 4
AHMIERA, MIMAESE CHD 3 . BEZ ad UM ALRE S T A SO UL K R A TGF-B1/Smads 15 5 18 %,
TN ZH TGF-A1 il Smad2. Bax. #EH T4 i fe i A2, 1 Smad7. Bcl-2 (IR iA#E L,
MO AR FEZ[42]. BRFFREW, PR, —-LREHE Lk TGF-A1 1 Smad2/3 5 5FKik,
B O U AE K B L ThRE ANy 2 S AL [43],  Horh P2 22 Wy e h J0) ] Jd ok 40 1) Co 5 K B TGF-p1/Smad2/3
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AT TXNIP/NLRP3 48 E /IMAAS 5 38 B R P00 5 (B R EF4EAL,  DLIAR CHD A a0 5 BB EIR[44]. 2RI
TeNH K SBR[ 45]BE s S BUO LA 44k K BRUABLAY TGF-g1 Al TGF-8 324k | BY(TARNFIALL K TARI A1 11 1
FRAL KT AR, AT Smads2 A1 4 (11334 DL K Smads2 AT 3 frUi% , X R i — 2540 7 K Sk i
FHE EREE S a- R UENE E (@-SMAYF 1 1 B JREIA, SEmand] 7 o 2 44k,
HELE CHD £F4EAL H1iERE . R VUi [46] (THSWD) u] AR #I].C I FE K AR 2 TGF-p1 i 5 1) 54X CFs
B, FRE T RIFRE A RIAR TGFBR1 Al Smad2 Al Smad3 R, MBI HT4, PLer4ELrifEH
SELE CHD 3HFE .

3.6. AMPK {5 S8 %

AMPK TEC A AU AN A AR AT B P O G E A o e AE4ERR O LA M e E AR 1 0
SIS, AMPK SEAE A0 ik 22 B G4 o R B e, 0 3G 40 il pe B AR B O I RS . &
A DL I i A A BRGSO 2 ARy BSOS T 1o (PGC-1la), BUGELRRIA LI fEREAT 158 AMPK %
P, RIS [AT]. Bk, SEAR TN SIRT/AMPK/PGC-1o 15 5 i B 7E 01 U A L4 o S8 S 38
AR T Refet B AR .

TR L, B2 7 5 AR REE L AMPK 15 Sl %, seibZekifkThas, RS,
3PS CHD HERE . YU S5 [48]HF 7 K I A AR H 7 18 5 ek o JUURESE S5 18 1 o0 ) 2 38 K BRI SIRTL
p-AMPK. PGC-1la. NrF1 FIZE iR 3 KT A (TFAM)ER H 3R, RIFE AR B AE08 8 #0E SIRTL-
AMPK-PGC-1lo {5 ‘5 il i, WK CoWLAHMI LR RS FEAT, I8 LR R 45473 AR AL R A R B, (e kR b A 2R
VIt i, 003 CHD J5-OIEThAE. YU [49]HIRF A RN, M il B ERAT OB I E T ARG K
FRART A SIRT3. AMPK 5%, PGC-1a ik Bel-2 /K°F-. NrF1 /K7 TFAM. B/ R 1k (OXPHOS)
BEVWEGEED I, ZE5% W MEEY W)REEKT. FBFIC Bax Rik. RUMLRBE AMPK-
SIRT3 Kk, BEAZAMHIG L - FRREVEII I Z b A A 07, AEFF 2RI TR, NiRYT BRI % CHD
(REJ7 SR it 1 SEBIEYE - Cheng %5 [50] 58T i 78 R L3 % 5 B3 5 1 Angll IR /s BRCo L4 i A p-
MTOR/MTOR HILLAE, FRKT p-AMPK/AMPK LUAE . KRB, Z-HF A REET %] AMPK/MTOR 5%
HFEAIH] Ang 15T 00T BE EME, AP OB AOIE T, WESZ CHD R

3.7. Notch (5 E1E 8

Notch {5 5y 42 T OO LE T - 3 (0 S A0 LIS S Ao LA 495 SR B LE o SR I, 5388 OO I AE K o 7
O IR B A RS LR, O LA FR AR & 1 (Jagged) (k= S EUOIUIE K ANZF4E4, Notch i@ 1)
BOEHH T OIS A 4EAN I TE . Noteh {55 % = ZEAFE Notch 5244 (Notch1~4). Fif4(Jagged1/2 #i
Delta-like-1/3/4) 4 P4 3508 737 (CSL) AT Notch ZUN ¥ 2 fil&i il 1 (%) Notch 324k 5 sl ikss & )5,
Notch {55 % . Notch 22k FAZat 3 iI#], M Notch il Py 45 HIs(NICD) R BIZUMLT ik
NICD/CSL #siid 64, SENMMZ ST CSL 454, MIMEGE N H[51].

FISHE LRI, HHEEZY S AR BRSBTS Noteh {55388, MHILF4Etk, BEEOEEMN, &
2% AS HEFR. Lu SE[5208 0 B B O LR /P VR 1 /S AR YA 70 00 B A BE3 0 T Notchl. Notch £
1 BUNICD) R 55 R 1 (Hes1) IERIA K, BRARIOE e R F 4 (ATF4). BERRAGEE s R AR A
I i (p-PERK) FIZLAAE 1) caspase-3 [IFRIA/K T, R #EFRIEIIEIE Notehl {5582, W10
YitRicd, xHONUBIZER IEGESE, BEMIATT CHD. T REA5[53]K Dk IR 12K RENS 55 25 (R4 IR et Bk 25
FLBCOIUEZE R A SR IEREAY, HAEOE I R 0 Notchl. Hesl. Jaggedl. Bcl-2 H[AEE, AT &K
Caspase-3. Caspase-9 %' & Bax ik . F£HiZM /) fE 2.2 B0k Notch1/Jaggedl {5 ‘5 il %, il & 02
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Table 1. Relevant signaling pathways and detection indexes of Chinese medicine regulating coronary heart disease

@ 1. PEHEEE OREIEXE SRR RGN

(ERepiily 24575 77 K LA

Ll =R 7

ARG BK T F[9]: B 7 7SR 3 AL

[10]; . ML VUMZ[101 BERFHE . K=
oo, WIEmIER[12]; WEEEE[13]; BT
A7) 3-0-BmHE A -1- FH SEER R [14]; 424
H[15]; Tivk T B[16]; RJEMA[17]; 3
HEER[54]; HHFR[G5]

(Nrf2)

WMAIHIMTT[22] BrEAR[23] #MSHIE T
NF-kB W[24]. Aj25EF[25]. TR = A K [26]
BOEE[27]. M ([28]. A E[29]

JAK FNHAE T7[33]. FFBEK[34]

ZE B RESHR36]. AL TT[37].

PI3K/Akt =L ET[38]

ES S MAM42] FHEEI43]. =hEE
TGF-pl/Smads  #[43]. F+ZZERER[44]. Fi RAHIK$E
E4[45] B PUiz[46]

AMPK EHEARH[48]. Al &K [49]. FEE-H[50]

Notch JTRERRE[52]. WK T E[53]

ROS. HMOX. GCLM. NQO1. GCLM. HMOX1.
GSH-Px. ERK. HO-1. Nrf2, SOT. CAT. MDA.
NQO1. GSH-Px-1. Fyn. TNF-a. IL-8. VCAM-1.
ICAM-1. NF-kB P65. IkBa. GCL. GR

TLR4. MyD88. IL-15. IL-6. GPR30. PPARy.
NF-kB. IKK. VEGF. c-IAP-ImRNA. TNF-a.
MyD88. IkBa. NF-kB p65. CD62E. PPARa.
CPT-1. SREBP-1c. ACS. SOD. CAT. GSH-Px.
MDA. sVE-cadherin. JNK. p-38. ERK1/2.
MCP-1. TLR2. COX. 5-LOX. MPO. NOS.
CRP. MMP-2. MMP-9. PPAR-y. AP-1. a-SMA.
HMGB1. IFN-y. IL-12

TNF-a. IL-6. p-JAK2., p-STAT1. p-STAT3.
VCAM-1. ICAM-1. E-Selection

PI3K. p-Akt/Aktp-eNOS/eNOS. Caspase-12.
ICAM-1, NO. Akt. Bax. p-PI3K. p-Akt. Bax.
Bcl-2. mPTP. CytC. AIF. Caspase-9. Caspase-3

TGF-1. Smad2. Bax. A2. Smad7. Bcl-2.
TGF-p1. TXNIP/NLRP3. TARI. TARIlI. Smad4.
Smad3. a-SMA. CFs

SIRT1. p-AMPK. NRF1. SIRT3. AMPK.
PGC-la. Bcl-2. NRF1. TFAM. OXPHOS. Bax.
p-mTOR. mTOR

Notchl. NICD. Hesl. ATF4. p-PERK. caspase-3.
Hesl. Jaggedl. Bcl-2 . Caspase-9. Bax

4. GEFRE

T8 U5 A2 P L A N 2R AR R 1) 2 B . TR AP IR O A BT AR D e, BB T KEE R A
FEMAL . (AT RN, B2 HA ) a0 52 4% ROR L 1) 2 N BE MR AR I RE T, AE TR BUiR
I 56009 P R I MO R AT 2 4L o AKX BRI ST AT AR 4518, Hh R 2558 R AT O N R 4 AL
FUONANML R TS, L RAE N, BB OTRe 50 B ER, 5% AS #ERE. Hrilb i) oc
PS5 E M T B Nrf2/HO-1. NF-kB. JAK. PI3K/Akt. TGF-g1/Smads. AMPK F1 Notch 15 ‘5 i# # .
T I B AR b R 2 AR 5 R TTIR T e R LR DA S 2 5 e O iR I R AERUR R VR, A BT DL SE RS
W77 AU Lo, X AT RE R IR R A PR ORI T R B0 a8 22l RSB AR A E A B Ok
BIT I 2 507 R S ALK, A LR 2N R IR AT 5 0o 0 (R 2B 5T B E R

SR, HETHIBH R EA — e i mBR M, B, AHCH T EE R A TR AN M S AR M B M AL S
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BESG, IR S FE Py R g ORI T B M/ AS /N B SR F 7 1) KRR A K B SRt Fe e 28 . Rk T
WA T IE g L LRI T, R 2 AR FIRCHAR S &, B0 583 PR 2R OPHIE Y T 5 25
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