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Research progress of natural drugs targeting mitochondrial
autophagy against ischemic heart disease
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Abstract: Ischemic heart disease (IHD), which has been considered to be exclusively caused by stenosis or
occlusion of coronary artery, is a significant cause of morbidity and mortality worldwide. Mitochondrial dysfunc-
tion is the main pathological basis of ischemic heart disease and reperfusion injury, and moderate mitochondrial
autophagy can selectively remove damage proteins and organelles to maintain intracellular homeostasis, so mito-
chondrial autophagy is important for maintaining the homeostasis of cardiomyocytes. Natural drugs from plants are
widely used in ischemic heart disease. In recent years, more and more natural drugs have been proven to alleviate
myocardial cell damage after ischemia/reperfusion through mitochondrial autophagy. This paper reviews the
research progress of natural drugs from plants medicines regulating mitochondrial autophagy in the treatment of
ischemia heart disease.
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T 10 4F R BB B k0 I R BE T R B S
54.5%>3 33 3 B St af A 0 A9 A7 T A X 4R R 1)
I By, S FLRE A 5 o e O A 1 R N B4 o E
FR) AN BT 388, Sk R i 2 o JUE 9 (40 A O TR B v T R 55
15 3Rk H 28 38 K, 7677 B I O E 9 14 22 97 25 56 55
A B, Bk 22 A A 0 T R R DR AR 25 )t It e o
5 B TR ST AR YR TT G R B 2L

AR, V1 2 W 903K B R SR 250 v] DLd i 1 48 2
FLAR B WG 7K PSR I6 7 Sl i 14 O AR 99, A SOt 82 R A B
WE PRI 38 S 3 FEAEARHL IR AT BEIR, I HL 258451 35t B o
TR 2R [ W g B R T R 1L A O IR R SR 25 P
AR
1 ‘HARBEE

4 L W AE 2 60 SF 1T B X HE IR, 120 BE A 2 4h
Ji PR P58 A AR Ak, 43 B I 2 52 B A, 4E T A
XU R T B RS, TR B R, 181k
25V BEARRL A T R W AR, B S AR N A, T
BR324 001, dERFILARARSE RS E o DR b, 40 i 1wl )
TN T 2 MR ) AR R B, AR O I R
I P 48 IR AT PR o R IR 55

YA W v =K B B (macroautophagy).
4 H B (microautophagy) Ml 7 T £ 4R - 5 19 H W
(chaperone-mediated autophagy)™'. 2 H& H Wi 1R 751 A ¢
S, ORI o i B A3, HE Ao R 4 1
ALFE LRI AR F 1 (mitophagy)- REEMK H I (aggrephagy)
it S AL P B A& H Wi (pexophagy) %%, A Lk T JE ik %
PR R, R R B RO T A B R S B R
TR PR S 1 52 AR A B AR F, AT AT DR 4 2 1) 43
TiEAT 20 M B R
2 ZRiAEE

LRRLAR 2 B AW AT Be I R 5 A 1)
B A, T L A B R A A2 B ATP, 4 #F 1E 5 4
o T e 4 Ak BB 5, 4 7 AR v 1 A 2 A A 3 R
AT . 2005 4 Lemasters™ B X #2 tH “ 2K 44 5
Wi (PR &, B — e B MR I8 B S 40 B R R e e M
B IR, BN R 2 SR A i A ) B L
BN SRR LUK E 2 3 AN 1 O 2Rk A4 52 1) 45
A3 5 538 525 1t R A e A, R P A PRI 3 B0 e b Ak 2
, BWom bR BRAH R, @ B AR
ZARERAR, T R B AR, @ Zobifh B RS
B AR RL A T B ZORL A B WS AR, JRERR R T
R BT,

H AT, S5 28004k B w0 o AL ) 2 4
PTEN %% SR 2 3 1 (PTEN induced putative kinase 1,
PINK 1)-Parkin 18 #% F1 52 {44 5 1 BORLAR H S 42

2.1 PINKI-Parkin i@ ¥/ SR (4 B

Z R AT FE I T ZORi R B W, PINK 232 & 3
By, Parkin /& 72 A0 [ B ) E3 Rl . SEE BORLR
T IRZS T, JE AL BRI, PINK I a3E N 26 %7 44 52 31 BH
5, T RAELRL A SME K A HERR . PINK 1 il A 5]
TR A A FH 3 428 Parkin FOVE P, SO GOREAR H R . I
— 72 Ser228 Hl Ser402 [ B W BL Ak, 14 5% Parkin™; J —
72 T B2 4K, Parkin V2 3 45 8 39 (ubiquitin-like domain,
Ubl domain) f#] Ser65, B339 i Parkin ()35 1 ; 5% & 1F
Parkin Ubl [X it 2% I, PINK 1 J# i 8% B2 1672 % & A
Ser65, fix & 3 B Parkin [ 3% . il J5 Parkin i 2 1t
by Ad 4R R A R R B BT, 8 5 B 2 R B E P62/
SQSTM1 (P62/sequestosome 1). NDP52 (nuclear dot
protein 52), OPTN (optineurin) ! NIX (Nip3-like pro-
tein X) S5, (4545405 2 bL AR 5 B MR RR S R R,
1 R B P SR A 1
22 ZHENSHLRE B

FOAT, i\ 0 4R iR B 0 32 1K £0 75 BNIP3
(BCL2/adenovirus E1B 19 kDa protein-interacting pro-
tein 3)/NIX.FUNDCI1 (FUN14 domain containing 1) I
Atg32 (autophagy-related protein 32). X ¥4 [ IL[H
& B — A LIR (LC3-interacting region) X, & /&
— BEW/EXL/L/V RSP PR3, 2 545 H R 7> T 45 &
J&, B2 ARAT DL I LIR X FE 4 H AR R 30 245 &
FILC3, i AWk 7r 15 AR SS &, L& T — 211
o,
2.2.1 BNIPINIX TSR ABERE BNIP3 FINIX
FEEN T AR SMER IR E A . —F KX E T
BNIP3 i 2 &k 580 18] (¥ Zobs 1 15 W, I 7T B o5 kol B
F 5 S B BB T, T NIX 7E 2148 3 28 B 2 i ke A
M, A e S 8ol B 4ok ik 5" 7EskE IR T,
BNIP3 ] LIR [X 5 B W 4 5 _E LC3 A E AR, [ i i
T LIR [X P 3T PR 22 220 T2 Bk ok 9 TR 0 4 it v 12k, L[R2
k2R R B WM. 5346, NIX G i LIR X 5 LC3 #
GABA X AR E B S &, FLRLAR B R
222 FUNDCI M SHI&HKFABEE FUNDCI /&
AR R A 1 W AR Bk S 2 1 R %A . FUNDCI
B A IR AE I K — N LIR, W] 454 LC3 I HAth Atg
A, CK2 J# (casein kinase 2). Src i (Src family
kinase) 1 PGAMS % % i (PGAM family member 5,
mitochondrial serine/threonine protein phosphatase)
SZE FUNDCI B R AR &5, AT 52 Ml 42 0L 44 |
i%fém]o
223 AtgR2 N SHERIABE  Atg32 /) 5 B
Ji R L A B 0, AT LS Atg 11 AH AR A, B
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WxxL 5 51 L #E H T Atg8, & 55 Atg8 1) H WA
g gl

H A, B 2Rk | s B A IR e . ik,
T 50 AE 995 B 2% A1 1 IR 6 245 0 n] DA R 2R R0 AR B IR
N7, S EH IR G 24 ) R S A o) R AR R I, S
A WA L0 S SR R 2 ) R
3 BROUME/OBERR S bk B

R L P O U9 4 P 2 DR e IR 3 Bk oS A A A o A
ST o N R SR = Wl L1 N BT TR o ]
DAC JUL SR I S50 480 0 2 SRR AGE 1R 00 JUE 9, 5 17 7 B35 AT
#H SO NUBISE, 2 RIS ST Bodh m YO ILEE 2K
(ST-segment elevation myocardial infarction, STEMI)!,
TE S R AL, o JUT 230 662 BT 1) P H R K 4 ] 12 IR
BB, T 18 PR TR I AN 2 0 2 5] SO WLZH B AR B 97
ZUFMERG, O UL ICEB B0, 2 — 2 &0
Dhfiee FHorb, J2 8000 B AR A 2 2 R 4 ) e FR g, i
& 2% KA JE 3% 14 1 U L (mitochondrial permeability
transition pore, mPTP) [ 1 AN £ i 4% 38 37 s (1) 1 o,
7% PE4 (reactive oxygen species, ROS) {725, Ca* . 4l
Jf 5 2 C A1 1215 5 K 7 (apoptosis inducing factor,
AIF) FRE T, M fish e 2 Hor A4 A4 - 440 B 9 12 AN ]
Ty LR AN

fd Y L 45 28 B2 5 R B ik N7 (primary percu-
taneous coronary intervention, PPCI) i £y i 14 A& R
Frar i L, 98 L UL 2 KN, FEE STEMI A 3 O
J1EE e KA IR VGIT Tk SRR [ W 7E Si i 753
VER R R 2 — 0TI 807 24 UL 40 i eT DL
i ¥ ¥& AMPK [adenosine 5'-monophosphate (AMP) -
activated protein kinase] 1% 1% 175 T £& Ri 4 [ W R 7 B
AV AL AR, AT S 3 fR 4 sk O L 7 U (E
A, W LR BE W, T RE 2 B R IR I R,
XU JULEH 3 sk — A i A A

AT I, 8 4 AR 000 40 L P B b Ak 1 W 7K T R 2k
HEAR [ R 7K~ B AT 250 18 A 4 35 SRR RS 25 0 i 2
O RE AR O B SRR B MR AE S I 1 O I 7
(1 A R T R XL T) 8, AEAS IR 450 AT 38 i i B
i) B R A4 B R IR A SRR YT B I o G
4 IFEZRA BRI RAZLE)
4.1 FUEZLRIABENRAEGY
411 HBHEABE [ EE (resveratrol) & —F KA
ZWRAGY, BAPUEN DU B FIEN, K2 M2
T PR A DR T O BRAE SR Y R SIRT L A BE . J5t
ARG T 19K RO LA i B 289 5 5 70 20 pmol - L' (1 32
FOBETRAREE 12 h, FREEAT G 12 h 012 h LUK sk
/R AR, 25 AR W], B RE & B LC3-IT AT

Parkin ) % %, $#2 /5 Parkin 5 P62 I 45 &2 . Hor,
P62 22 R A, MMM 52 4 i, Parkin 1@ Lz
F A 5] P62, JH B4 R4 | Wk, 1 LC3B /& LC3 K I
A, 1F 3 WA b LC3B-1#4 g 5 4k 9 LC3B-11,
CHEYN L R R E BB R AR
i 38 1 45 PINK 1-Parkin {5 5 3 B 5 10 2R 4 5 1
DAY A O LT B e ot/ P B R 45 45 2

412 FREEY K ® (paeonol) /& —F M EERHE
VAL PRI T EAR B s R B SR A U8y o o AT
P PN AR AN SEEG B0 IE PF R B xef i e 0o B 4
TE 45 4L 77 56 MR 3 ik BT 1% S A8 4 19 SD oK B o0 LA B8
BRI DL 12 mg-kg! PFRCEY R H L4, 5
A0 3 1o i A 2 oA HOe2 o UL 4 Dt 4R Y 3 AT A
W AR SEES, 100 pmol- L™ P J2 1y ik 25 FEAIK P62 ik, Tt
15 PINK 1, Parkin %A, Ff 5 LC3-II/LC3-1 FLAH, i@ i #
i PINK1-Parkin /5 (1) 22 R0 4 B Wik 95k 42 0 JUL 28 i
L TR

413 HKRFZE LW TEBEIL PR
PUONUBR ARG SR, o EBER R T%R T 4R
(schisandrin B). 18 1 45 4L 72 5 WK 2 ik A1 B 32 45 min,
FRMEYE 2 h M A7 DL 80 mg kg -d HLE T L RIEH
BY30K, SR ER, ARk T LR AT LA B s A
Fric 25 A HIF-1a 1 Beclinl ) %15, 7 H.i% 5 AMPK-
mTOR-ULK 1 3 1 F 30, 6 42 0 AIUZ0 B 28 s 44 1 I
0 S A A5 4 15 5 1 o JUL 0t 9 22

414 =tRE =-t 5 B ¥ (panax notoginseng
saponins) A& 1 25 HH U IGYE 9T 0 IS 0 I R AR
WAy, HAE FIRLE] AN B S 45 3L e IR B ik 2
I B S 78 SD K R A5 I/ 7 RE Y 4SS R, R s v B 30 A
60 mg-kg' =-LE B UL 7 K, KPR E IR
50y L4 2R v HIF-1a. BNIP3 A1 Beclinl ) %54, 83T
P4E BNIP3/NIX & 15 1 5 28 0044 B W05, A5 R4 B 4 B i/
PR

4.1.5 #EEE  FEET (catalpol) A& 24 M B o ) 3 EE
YERCTr, KRB RY BT R E1EH . {8/ 28 pmol L™
FERE AL BE 24 h )5, 5 R4 6 hotf HOc2 O IL4H i 3k 47 76
FEULAR AL 2, A% B F500] BA_E 1 Beclinl . LC3 Al Parkin
L&, N P62 PINKI1 ik, FH LB & 1 3 Wi/ MA, H
LS AR I 2R R A . BN e E T 1 A PINK-
Parkin 38 2%, WO ZoRL A B0k, JRE O ULER 4552
4.2 HHIZRRBIER R ARG

42.1 FASEUA P27 M T O & B, K
FEIEHER S B STATHRERE. LS
1A (tanshinone 1IA) & FF 2t — /N AR R 5 o« 1E 56
AR B ik 5 4L 1) S O VR B8 K SRR Y ) 3 282 g s v
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%3 J& 2050 F1 100 mg kg™ (1) FF S Wi LA, GEWS i O
JUL4H 9 A PI3K-Akt-mTOR JB 4 ik, $275 P62 [ ik,
R A% LC3B-1I/LC3B-T L AR, A fi #00 fil] 26 f 4k [ 6, %
PO ILER AR A BT,

422 PEEEB M5 —RKIEHERS BB
(salvianolic acid B) /& —Ff i 240 & 4, X ok o P40
WUEA SR/ . Bt B4 4 h B 402 h /) 8 HOc2
O LGH AR A A1 50 pmol- L JF By R B AL FE 3 h, 7] @
Tt 2R R I L AT, AR LC3-TI/LC3-1 H {5 NIX
| ARIEKT, RWEFHHER B I8 1) NIX A 5 1 26
PRGN = 1A 7 R RAEE N SR s T (= 2 L

423 EEH 1AM LSRR R Y
PR ) A R RNAR 25, I 32 BEVE A 43 28 B AT (orientin) L
AR IME RGEMAER . (6845 30K 30 bk A wi
[ 37 B I 30 min F#EYE 120 min (1) SD A fLH, 4L 7
RIGHEIES 1.0.2.0 F14.0 mg-kg'-d' 2EHHF, B3 1K
P62 Fl Parkin [1) 15 7K *F, /> P62 55 Parkin [ 45 &,
B 1 A Ko 1 52 453 2R A (1) 0 31, 490 1) P 3 v
JEE (R 2R R AR 15 Wk, 5 oo LT L - 3 5 4920

424 HEHEHFH H<H T (astragaloside IV) #& 2
B IS P Ry, O I R VR T T
BIAEF o 38 I 70 et R Bl Bk A B S 45 L 0 UL R
I/ P EE R AR, A H 3 V£ 7 K DL 30 mg-kg ! 3
EPT AT S, o D O, [RIE, B] R
FAIC PINK 1\ Parkin 85 [ 3R 1A, 3278 35 6 HH 0T 0
JULER L O 47 45 7T g 5 40 1) PINK 1 -Parkin /)3 1 26
IRINESL RS S

425 REBTFIRREETFEE RERETILFRK
B FILMHE (epigallocatechin gallate, EGCG) j& M 25
Iy BB LR R AR, BA fr e AN B e vis 1
TER 25 3L 77 e AR 30 K A7 B S BRI 30 min FF#EVE2 h
Ay K BB o ) BV AT 10 min BEAT 5 T B kR 5
10 mg-kg" EGCG, Ml & AWM R EHRIES &, 4558
Tow, BRI/ S SR A G 5 N, S 80E %
A, EGCG 2= Pk & 7 Ft &1 1) LC3-1I/LC3-1 HfH
PA K Beclinl F1 P62 1R IE/K, &5 BWRHE,

4.3 BREUE X HNHI R A BRI R R

43.1 HEZE HIEZR (berberine) S i IE P ) F BT
PERSCAY, I R HH i T V6 T IR0 R 1 AR AT B 51k
() i SR e o 3 S A A AT A 3R A, B O KT R L 0
JRE IS A AR B MR o FH 50 pmol- L 3 3% 2 FilAb 2
HO9c2 L UL A 1.3 A1 5 h, Bifi j5 B4 4 ho 24 3 h b #E
Y1, B9 2@ i B PINK . Parkin 25 A & &, BO&
PINK 1-Parkin {5 5 18 %, {2 2F 4o R0 A [ W, 9052 0 UL R
ML EBAERT . 5 AME SO 7R P AT T, 1R 4b

{5 F1 50 pmol- L™ 3% 3% 2 il &b 2 H9c2 41 il 3 h, 28 3 6k
A4 hEA3h, MRS IL/BE LB . R A
7 A 52 6t R 50 Bk 45 L R I 30 min s FREEVE 120 min f&
BEAY, $2 00 FH 300 mg kg BIE RS 3R, RN ARSPSE
UG 4t SRS RN B Z A HE S 3 i LC3-II/LC3-1 EL A
BNIP3 I NIX & &, i i i#0% BNIP3/NIX I8 #% /1 F 1)
2R R R e 2 o I AT L R A 2R KRR 1) R ot/
Y,

S — 5 TH, I B 6 h B A 1 h A B A Ah
HO9c2 o ULAH g, LA 510 A0 25 wmol- L™ ik JiF 5 3% K 7l
AEFE 4 h, T I BE AR ROS 7K 7 BL A 4101 BNIP3/NIX
155 B A L R, 2 R 1
UEE A FH 2 7~ JF A ST i A o P R 4 R A
)P 16
432 ASEEH ASEA—MHAMOEETINE
FKIZMERT TS, HTARRSZEEREE
CFDA bk 76 B 85 8 18 FH T 6 77 25 Al Ik o Rl
18, JCIH AL O USRI/ P V3 453095 1 R B 2GR R . B
FHS W EER A S A H R, H 3B 2
NZ A (ginsenoside). £ A H W A1l 75 S il /15
BRI R R, (EH S 2 I MW 1.2.5 A
5 pmol-L™' FilAb#E 24 h, FFZE 64 12 h & %2 h &b #H H9c2
O LA, 2323 5 WRT LAFF 5 PINK 1\ Parkin, LC3 Al
Beclinl (1] 85 (1 3% 35, 190 28 ki 44 [ 1, 01 28 00 44 i
FE 53 28, BEIMBRLAR filt & DA S O LR I P2 4534750

MAZFIIARENS —E NS 2 H N EE
ER Y NS BN AY) K (ginsenoside compound
K, GCK). 2018 4347 ) — TR 57 44) s S e 326
9. 12 h A EHE4.8.12.16.20 h (1) H9c2 0o L1 g 5
A, 38T 2.4.8 pmol-L! GCK il kb B 48 h B % il it
4.8 umol L™ AL 2 24 h, & I GCK T] f# ik ROS 1 2
LR R A5 45, FL AL AT A8 5 B0E PIBK-Akt 5 5 18
P, S mTOR, $1 5 B 1 4 Rk B W, AT & 4 0
WUERIFAE AR GBS Ak, Rk ohid o k4 12,2448 h
T4 78 H9c2 R S B AL, 0~200 pmol- L' A 2 2 ¥ Rgl
(ginsenoside-Rg1) 4b 3, 44 P 75 &k Ifl 7T 60 min i3E 4T #E
B 452510 mg-kg!' N2 21 Rgl, 4541 SD K f A Wik
) Bk A1 B S0 30 min, FEEEVE 180 min, 45 3R, A1
74 20 LC3-11/LC3-1 7K *F- fl Beclinl ) & ik /K 7 & 2 F+
i1, P62 [ 3218 /K1 BRAI, Wod Zehifk Bk, NS 21
Rgl K B ofest s A 75 3 10 BiR AR fk, I8 3 B0s
PI3K-Akt-mTOR 15 5 18 % 1 il <t B2 (1) SR A H Wk, f
Froo0 WL B st S0 450 13 B A P K BRI AR I/ 8 VA 437
P08, X R g BRI BE & T T SR E A
H S EAE AT S 3
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433 EHZ ZHPMNEEEMERD LR EHER
(curcumin), #ERIEEAT CAFGRS1EMH . TEASMRE 1.5 h
5 24 h RN REAR O LA AR AR, LA 10 pmol- L'
JEE 1) 22 3 3 TRAL 3 24 h, B J5 R0 B W AE 0GB BTG ER
1k B DLRAEH: B R L 5 1R A a8 7 s IR BN Ik iy e = 45
FLARER A 30 min 5 3 K, FEFF KIS 100 mg-kg'-d”!
LEFELIR . RAERI RIS RYRY, ZER
A LI LC3-TTKF, B mTOR R ii#5 543 F 4EBPI
(eukaryotic translation initiation factor 4E-binding pro-
tein 1) HIBERR AL, B4 AMPK 15 5, #0111 mTOR 15 5,
(TSI

3 A LNEN (N NE =y % SN EHIES S i
A B W SR PR AP R i O L. fEH 1.5.10.20.40 Al
80 umol-L"' 288 & AL HE HOc2 41U 1 h, B )5 5% 1 h
HE 3 h, FHEEAFEAMMNE J1HE LT+, LC3B-1I/
LC3B-I tufA B A%, H W AH 5% 8 H Beclinl A1 BNIP3 7K
IR 2 R R, BN 223 3R AT AEE I ] BNIP3 /i T
LRRLR ISR R FEAE M,

7 A, £ A KR % 38 R (demethoxycurcumin,

DMC) /& ZE R N RRATAEY, =3 B Mt
SN Je 2 S PR, 5% T 6O LA R I L D
1 2 3k 25 3L 7 e IR 2y ik Al 4 Sk il 30 mins P E v
120 min A AR | L1015 A130 mg-kg!'-d! 7 & (1)
DMC g i vE S 45 25 % 82 7 K J5 R B, LC3-1I/LC3-1
e 5 Beclinl £ 1 3Rk K P 3 FEAIC, P62 £ R ik
KT T e, H ok o B W, RO LR . I
H., p-mTOR £ [ & & 7K~ Hl p-mTOR/mTOR LLAH Tt
151, U6 W DMC R 2 00 il 28 R A 15 W6 1 A P i i i 3t
PI3K-Akt-mTOR &2/ S,
434 NEEEESEE] JUE# (bavhinia championii) 2
L SR RN S 4 T S B E (W R )
Jiik 71 1% 52 30 min, FEEVE 60 min 7 0o LR I/ P EE
A, DL 10 F1 20 mg kg (177 & T 3& A AT 10 min & T i
ke 2. 4R, JU RS 2EHA (bauhinia championii
flavones, BCF) _F ik IfiL 3 LC3-11 A1 Beclinl £ [ & iA
JKF, R I P VE 9] LC3-I1 A1 Beclinl 48 [ %34 7K F,
7E B AL 5 9 VR B B 3 B {1 mTOR 25 ([ /KF .
BCF PR 4 0o 55 1) A FH AR 3 2 SR T A i g
H W, 75 P HEVE A0 ) | g

Ty AN, 25307 s IR B K AT FE SC 30 min, FEEEVE 3 h,
R E G S 20 mg-kg! BCF ), 8 B3 FRAR K R0 IL
2 PR W K T, PIBK-Akt R 7 %8 25 mTOR . P70S6K
FO T R Ak /K 7 T 7, HE W BCF 38 3 3% PI3K-Akt {5 5
T P, 9900 P I E R O R AT

WFFCAE B, 4R 22 B0 B 0 1k 00 IE G 1K) R AR 25 B A

PO LR B I 3 A B ) 2R A B g AR 1
AT R AR 25 W AT DLIE 0 A0 400 ) R A g AR,
R 2 HL 2 T 10 S 48 ok R A Gk AV O LR PR D, 16 2
S P SRR B ) R AR 25 [ L mT e A AR I
‘Eﬁpﬁ (% 1)[21-26,28-33,35-43]°
5 HESRE

ZR_ERTIR, T LA B SO B i 2R A
BLI AN [R5 5 @ B B2 R 7 T B RIR W) (B 1) 26
LA Tl R 7 5 L ok ML A O JUE 9 £ 490 o kS B AR
AR A W A sl I A28 U T B A A T ) A
AYe —J7 10, & FEE /9 15 W AT DL Bk 52 43 2o 14 AT £
PO WL, 53— T, 1R R A R T Aok Rt —
T3 o UL, AT b A 1 1 IR S8 1 1 24 A SR I A7 o0 fEE
TRV U E . ILC R I AR R I R 0 26
LA 1 W41 1) b A 1 MR AR R R SR 25, o 1 I
T DL R LRk B K 7 3 BAR R R 2
EESES T2 Nk R MK WEE S-S ER= Rl I
o1, 2 E W Z I, SOE 2Rk B R AR 2
UL I I E2 3 A LN SIS E AN s ) G AT R 5
H, 25 253 B k05 sRZE AR, ROy A g fE R — A4
AL, H A WA R IZ AL SN, R A AT RSk L1
OUT, REAREGW AR s SRR E MR AE HY, 38 5ol i 2%
TN, E R A g 24 I TR (0 SE K, 2R A 1 I AR
{8, KB AR, BN R IR G B R T
FAFAM A R AR B WA T, AT 3 31 3 2 2ohr 1A () Ik
T H . BIAEE NN, 2T ARER AS R
L Z RIS 5B 4 R R AR 25 e 8 A%
PEACR A B R IO AR, ARORFR . G T2 A
ROY T LA .
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Table 1 Regulatory effect of natural drugs on mitochondrial autophagy. ig: Intragastric administration; ip: Intraperitoneal injection; iv:

Intravenous injection

Natural drug Dosage (or concentration) and administration Effect of mitochondrial Related signaling
routes on drug action autophagy pathway

Resveratrol®!! 5,20 umol-L" administration in vitro for 12 hours Activate PINK1-Parkin
Paeonol® 12 mg-kg! by ig for 4 weeks Activate PINK1-Parkin
Schisandrin B 80 mg kg by ig for 30 days Activate AMPK-mTOR-ULK1
Panax notoginseng saponins>¥ 30, 60 mg kg by ip for 7 days Activate BNIP3/NIX
Catalpol®! 28 umol L' administered in vitro for 24 hours Activate PINK 1-Parkin
Tanshinone ITA”?) 20, 50, 100 mg-kg! by ip for 3 weeks Inhibit PI3K-Akt-mTOR
Salvianolic acid B! 50 umol-L"" administered in vitro for 3 hours Inhibit BNIP3/NIX
Orientin”! 1,2, 4 mg-kg' by ip for 7 days Inhibit PINK1-Parkin
Astragaloside [VB" 30 mg-kg'! by ig for 7 days Inhibit PINK1-Parkin
Epigallocatechin gallatel*") 10 mg-kg! by sublingual iv Inhibit PI3K-Akt
Berberinel323333] 50 pmol-L! administered in vitro for 1, 3, 5 hours Activate PINK 1-Parkin

50 umol-L"" administered in vitro for 3 hours Activate BNIP3/NIX

300 mg-kg! by ig for 3 days Activate BNIP3/NIX

5,10, 25 pmol-L" administered in vitro for 4 hours Inhibit BNIP3/NIX
Ginsenosidel3% 1,2.5,5 pmol-L"! administered in vitro for 24 hours Activate PINK 1-Parkin

2,4, 8 umol-L"! administered in vifro for 48 hours or Inhibit PI3K-Akt-mTOR

4, 8 umol-L"' administered in vitro for 24 hours

0-200 umol-L" administered in vitro Inhibit PI3K-Akt-mTOR

10 mg-kg! by ig Inhibit PI3K-Akt-mTOR
Curcumint®*4! 10 pmol-L" administered in vitro for 24 hours Activate Akt-mTOR

100 mg kg by tail iv for 3 days Activate Akt-mTOR

1, 5, 10, 20, 40, 80 umol-L"' administered in vitro for Inhibit BNIP3/NIX

1 hours

10, 15,30 mg-kg! by ip for 7 days Inhibit PI3K-Akt-mTOR
Bauhinia championii flavones 10, 20 mg-kg! by sublingual iv Activate mTOR

10, 20 mg-kg' by sublingual iv Inhibit mTOR

20 mg kg by sublingual iv Inhibit PI3K-Akt

Activate mitochondrial autophagy Targets

Resveratrol

Berberine

Paeonol Catalpol

Panax notoginseng saponins

PINK I-Parkin
Ginsenoside

Schisandrin B “ AMPK-mTOR-ULK1

Inhibit mitochondrial autophagy

Berberine

BOBNX St

Curcumin

© PI3K-Akt-mTOR = = = 5
p esw— ; S

Figure 1 Natural drugs from plants targeting the main signaling pathway and receptor molecules of mitochondrial autophagy
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