£

202542 A

FHPEBRPFIR
Journal of Liaoning University of Traditional Chinese Medicine

272
Feb. 2025

th 2 255 FUNDC 1A S 2 ki AR [ WEAE O A
WL/ 598 R T 5 0 e

FETE, 55, 1hE, XFE
(HTFHPEHKRE, T HME 110847)

HE.SERTMENRET L] , 2B ETEMBERFEPEHOINR, BRI REFTEEER
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Research Progress on Mitochondrial Autophagy Mediated by FUNDCI1 in Cardiovascular
and Sarcopenia Diseases
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Abstract: Mitochondria are the energy factories of cells, and the normal function of mitochondria
is the premise of cell life activities. The maintenance of mitochondrial function requires the regulation of
mitophagy, so mitochondrial autophagy is regarded as one of the important mechanisms for maintaining
homeostasis. Abnormal mitochondrial autophagy can lead to a variety of diseases ( such as cardiovascular
disease, sarcopenia ) caused by cell environment disorders. Several signaling pathways have been confirmed
to be involved in the process of mitochondrial autophagy, and the FUNdC1-mediated mitochondrial
autophagy pathway is one of them. FUN14 domain protein 1 ( FUNDC1 )is a receptor protein located on
the mitochondrial outer membrane ( OMM ). The expression level and phosphorylation of FUNDC1 can
regulate the occurrence, development and prognosis of diseases. Modern research has found that sarcopenia
is not only directly related to cardiovascular disease, but also indirectly related to cardiovascular disease by
affecting cardiovascular risk factors. Traditional Chinese medicine can not only produce therapeutic effect on
cardiovascular diseases and sarcopenia, but also regulate mitochondrial autophagy to reduce mitochondrial
damage. Therefore, this paper reviews the regulatory role of traditional Chinese medicine on FUNDC1—
mediated mitochondrial autophagy in cardiovascular diseases: Myocardial ischemia—reperfusion injury
( MIRI ), chronic heart failure ( CHF ), myocardial infarction ( MI ) and sarcopenia, aiming to provide
new ideas and research directions, and provide basic experimental theoretical basis for the prevention and
treatment of cardiovascular diseases and sarcopenia, with a view to playing an important role in clinical
treatment.
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TEFL FE B IR AL 2 A 50 O 1A (A
LR ILF-8E 7 0 ) v O IUBEAE S ) ik 3R 2
AENBET- R EE BN LA D8 AE ( sarcopenia )
SR AP A B PE R T BB UBT & T R A LRI DI iE
R MAELR . Sl ERAR Bz s sh M
PEVER SR A B EE 2T T R, WL
i 50 UL G 10 A R AP R B I R,

LI E P RRE R T AR B LR AR T e
I i g AL T AF OGO, SR e vh Al VR A
JHUR H AT AT g #UN,, gk iR 1 g MO 2R AR D e
PR EE—R, FUN1445#40E 1 1 (FUNDCL ) J2
— PRSI OMM ) 2R, 5 H WA FRid MAPL
BAE3 (LC3) MHEAE AN SRR FmE 7. BragiE
Y228, FUNDC1 97K - FTBE I Ae R A 5 5805 10 &

EEWME : HER AARFILA (82104709 ); 11 748 N FHAEARAF T 710151 H ( 2022JH2/101300105 ); 1L T A FHFH AR5 H ( 2023-BSBA-225 )
EB BN ATHOF-(1996-), 5 WAL M 78152, 085807 1) < LD — B BREE (14 7P B0 IR AL B A
BIAES 95 (1978-), L AL TR BHA, 082 , 1 R 95 J7 ) < v B SR A B  ER L
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Az HERATUS S UIAHSE, BT A FUNDCT R AE S AH G
PRI PEAE IR YT LS . P S 25 40 NUAS 5% UL
SE IEYT A H R g P8 28 & ML FUNDC A
SHYLRRAAR J WEAT, U9 B gk i 25RO I R
5 UL RE h R IR AE T B A S SR 5T 42 A TR
1%, LU &5 4 11 R 35 21000 187 955905 AL /0o 3 6] By
PELSIS RIS
1 Zeir s B EHEIA

LR ASEAEAE T A T g B 2R , S 4l B 1 3h
ftaEIt B AP dn A K EE J1 . Sebifk A
% ( mitophagy ) J&—FP 3L T 44 fE i N OS5
1% S IRBE AN I N, ‘B e3P MK £ AR F% iz 2|
VB EAT R, 9 2S5 453 A8 1ok LB B A o
Pl RE SR, Bl 2 LRMRr AR DR 440 A Cagt i 22 R, 28
B WS 2t oA 1 g R b R ST R
o= TS A= ST S R E R4 (R N el [ JETES 57 VA 2N
P LM A I P o 5 ol A, [ WA S A AR 4
B8R E WS AR, A ol a2 P ol 22 Ay b
fi' ) AR LOR IR AL e 22 1E AR REVE T, i HL
SRS TR ROS ) 28T, ROS AR B2 ol id B i
e S EE T ok [ mEaE o L BRI aE g
S RO E NS AN S PR S EE T AL N R P £ 5 PN 55 A
IRFEAS TF BB [ W4k 47, 1T eI 2RI AR ) 05
SFTWOX PP, S 2R 258 O IS BB HILES:
Pl R B (O |7 e S d A SRV N 2 TR L N
[ W T B A LR A 32 1 SR AR R S M A2 AR R 1 T U
RS (s Sl % . H AT ZRIAR [ i 5% i 5 7 N
EEALFEPISS, — IR Z IR AR KM R iR 4% , i Parkin/
PTEN il A5 57 — JIR LB [ W SZ AR 8 1A
5, A1 $5NIX . BNIP3 ., FUNDCI1. NDP52., OPTN 4,
FUNDC 1 /£ A i 2L 3h 42 40 it v — Flogh il Zobr AR 57
H, HE AR S T B
2 FUNDC1 Z5# K B i iEis
2.1 FUNDCI1 £ #y

FUNDC 1 J2& — Fl 8 A& B £k R [ g A G 2R
F1, 772 F6357E OMM, Hi 155 4~ 3k sk e nl | 11,
A, FUNDCL 7 37710 B R K AR ST I o R HE [X
B A5 M5 N— 2R3 . OMM 5 IE X Rl C— R X,
o C— AR it XIS 1 B[], O N oo % 58 T 4 I,
e 58 BB A AL 6 LC3AH B AEFH X (LIR, Y18-E19-
V20-1.21), 1] L4545 LC3 3k 4 77 £ ki A 11w i &
AP FUNDCT A S B0 ZoRi AR 1 W AR SRR AR
#i H B LIR 3575 LC3 Z 8] 9 B A BAE AT, LIR &
B ol 454 P28 i] S EL FUNDC 1 5 LC3 AH A H 19 9
A FNZRREAA [ W vk 210
2.2 FUNDC1 xf£& hr A B i oy )8 4

FEABUIRESTT , OB AR 1 W56 4 B I, iR
AL FUNDC1 & FEATAEIE . s S 2R AR i B 37
AR 25 340G FUNDCL A S LB R 1 . FUNDC1
510 B WS LC3 AH 3¢, H B 42 52 )2 FUNDC1
LIR A4 Serl7. Serl13 F1Tyr18 f i & A4 A1 2= % & 1L
Jr s s 1L oA [ & 2R ), Serl 7 W B 1R
A&, 1M Ser13 Fl Tyr18 25 #f 12 14, J 43 5l 5 LC3 B )7
FR ) Lys49 . ArglO Fl Asplo ] 4 5 Bl S0k, T LA
FUNDC 1 5  £h B 1 1 A I8 7 X EoRiae [ g i 4
HA TR,

221 FUNDCI1 #8588 LAY

TE A B 45 R, FUNDC1 B4 Serl3 Fl Tyr18 <3 ¥
WLER I 2 ( CK2 ) FRIRE L ( Sre ) BB IR AL , B
T2 FUNDC1 JEi 4545 LC3 A 2obifds frmet o0, 4%
T, TE G AR BT, — 4 — =0T 4 3L 5 ( FCCP) )
% K, FUNDC1 4 Tyrl8 FlSer13 &b 114 #f 12 1k 388 1o 25
Wl 1R 1k 28 7 8 2 A&, A2 1 FUNDC A1 LC3 2 8]
A EAE IS EEBAR [ FUNDC 4% 32
HL Y Tyr187 FLC3 HP1 A AsplO ] 4% ¥2 3L Bff 1T,
M FUNDC1 9y LIR f Serl3{iz T FUNDCI1 f#y Lys51
il Lys40 ] 5% 2 18] 1% B 7K #5643, AT LAY (18 )EVL
(21) B AE PR LIR &5 #4 38 Tyr18 14 B R 14 Hk 245 76 94
9 FUNDC1 5 LC3 19 45 -G 2% Al 1 Fnda il FUNDC1 A
T A VES SIE PR EEEM AL Z T, Serl3
TE FUNDC1 Hr 9454 32 A %A W i a7 skt 7 itk
A, X UNC—51 ARG 1 ( ULKT ) Sl 78 58 AR 4
FIFUNDCT i BRA T (19 I A F 58 & B, FUNDC &
ULK1 M 8ehitdss s, JF Aol se HAT ULK1 i
TR PEL R 2B B RF Y s, Sre IR T LD
il ULK1 5 2 b4 19 25 4, I 9820 ULK 1 £ Ser17 1=
X FUNDC1 py#iefb . 2% [, ULK1 Al FUNDC1 7E£k
R AR H W R H A R L B R 1L Ser17,
It 5 Sre KA PR E] 7 208 5 Lok AR [ w100 Tyr18 F
Ser13 bW AL X kA [ it BAT T3 X,
222 FUNDCI1 #9 XF8- 1A

FUNDC 1 BRI A I8 %F 2B AR [ W P 37
TEHE AR, W FUNDC1 5 48 56 X 1~ 19 2= W R Ak 4
SRR GO AR 1 e B
2221 PGAMS5 HMIFUNDCI i 25 WEi% 1k

B HIM AR R T 5 (PGAMS ) & —Fiif
FLRBIARN) 22 208 75 PR IR I , 22 H Yy
IEPEA S B AE FCCP BB 5 FUNDC £
Ser13 4k i LIR %t 7 & A= A0 B/ FH, I e 5 i 5 ik
AE H Ser13 1y 25 Wi 12 16 R 23 3 2 8 FUNDC
5103 4 &M, BB iR 1k 1) FUNDC 38 33 F1
LC3Z (AW 4s 6ok ZIEVE . boh, CR2 852 1k i
FUNDC1 7T Lg% PGAMS 7EFG FUNDC 1 ARAS 2k
AR [ R AIVE . PGAMS F1 CK2 40 1% 14 3% 77 0] 44
LR R E S 5 FUNDCI @ik / o uie b 42
RO S INTORREES 7 LN 1L R
2222 PINKI1HIFUNDCI FyE#Em 1k

B PO RN AR VA ol 1 Al 0 R 7 Ll S Sy R
FAi75 -5 O E 25 O 1 ( PINK 1) £ 7E2ki AR g
TR X A B M8 Bz 2 5 TR iR A S I s
Parkin 1] & 20 26 044 @ w0 IMAT Y 45120 % 3,
PINK1 5 PGAMS #H I AE JH , 37 H.PGAMS [ mif B 2=
] PINK 1 A5 ZobifR [ k. FUNDCT 11 = Bk
A4 RS AR 1 2 (Parkin ) By v L RAK, S Bk
BEAK g ALY, BT LA PGAMS FIFUNDC1 7 B8 5
PINK1/Parkin 38 ft Hp [l JE 458 b A4 1 05
2223 BCL2LI fIFUNDC1 iy =21k

PGAMS Y1 BETE 2 5 HT 4 1284 1 BCL2L1 ¥
T, 1EH AN MR, BCL2L1 3 i BH3 45 #4) 45,
5 PGAMS #H B AE FH I3 il PGAMS 1% 1k, — 35 4
A7 AR T PGAMS, 53— J7 TH B4R T PGAMS5
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XF FUNDC1 Serl3 & & 57 s 19 25 W5 1 1k, DA i ok 21>
FUNDC1 5 LC3 (A8 B AE T, 40 i 2okr 44 1 w2
TE Bk 40 25 4 T I 0 U AH 52, BCT.2LL1 9% it I B ik
PGAMS, {i£ 3 FUNDC1 Serl3 2= #§ i2 1k, M i J5 3h
FUNDC1 A3 1 ki fdk A W5, 1l UL BCL2L1 ik /K
SEAE AR 3RS R X FUNDC LA S U2 A4 [ M AEAE
P Fa e B, B2 LY 48 PCGAMS [a] 42 9% 45 FUNDC1
I, BCL2L1-PGAM5-FUNDC1 {5 SRl ki [
2224 HABAAFSFT5 FUNDC 2 [a] I 5 4E

1% B3R &b, Micro RNA-137 ( miR—137 ) %} FUNDC1
A LARAR A WA TR EAE . miR-137 19 5R
TR 3 I ) AR LR AR TR P (AL 3 P9 /MR AR I TR
I Tim?23 . Tom20 F1 VDACL ) 4 [ W5 6 fit ke 31 i) e
ST LRI A, AN I A )R A MR, LT W
223 ) 5 3 S 36 F B miR— 137 80 1) 28 k7 1A 1 g =2
RFUNDCL, X £ 0 A 17 s 7= 2 410 il 46, 33X 31 55
TERRAR B WS AR 5 LC3 BISS, AN Tk
At [ AR YBR[, FUNDGT B iR 1k IR 25 1T LA
VAT S AR AH G T 1 (OPAL) X8l J14H
K1 (DrP1) BOA E AR, B m g fa [ s>t
FUNDC1 7E Ser13 #9 #5 1ig 1L 42 #F H: 5 Opal A9 A1 &
Ve, FEu /> Hi5 Depl B9AB LA A, 30 £ b AR 4
2412 PGAMS5{# FUNDC1 (14 Serl3 =iz 1k , 45 it
FUNDC1-Opal & &%y, I8 I FUNDC1-Drpl & &
YIHIE A 20, FUNDCT 25 B 1 46 1 Dipl A S 2%
B AR 43 24 R AR MRS AR W, EAH SCAEFE FE
MARCHS J&:—Fj E3 72 2 % 4%  , th 2 5 FUNDC1 4\
SLRRIAR [ W, T MARCHS 1 FUNDC1 22 [A] (4 48 5.
VEF BRI MG A W 2 TRl g R e . FE 4
AT MARCHS H BRSO , 72 3E Parkin /> S (1
2 Z Ak R T R FUNDCI, B K FUNDC1 5 LC3
L5 BB LR [ v . BT MARCHS i
S YEA TR 2 5 FUNDC L A S 204 1 05 .

27 Tk, FUNDC1 #§ iR 1k Fiiiz 2= RS 007
T LA R ST R AR 24 AR ) i 5 45 FUNDC T A 5211
Sy RELNIEN
3 HAEZGXTFUNDCT /T SRIL R B SR O M E &
J& AL RE R AYARE

LR AR 095 A0 D B I A O I A 005 L HH R UL
Y 11 B g JEL AR AL, SR AAR T W AT SR A G 4h
PP , TETRAE VR IT R S DAL B AL & & =R
R, Bobi A A METH BB 1E F A BEARIE ATP 1Y)
FENL, AU L B RS LI A BRGSO R, 2 A& A
973 BLAH: AU P R AAR 1A T 25 B T BB B A IR , £k
1A A W R FEAE L 8 5 22 SR AR 4k 3 UL Al i 1
EHINEE. BURHESE 2B, sp B 25 %00 ALK B s AL
h ORI [ gk oA S PEIEE N, FUNDCL A S0
LRAA [ W LR [ W —Fh R R
255 FUNDC 1 AAFEEEAE -
3.1 B E 25 ALk afn BT G 9E 45 4% ©F FUNDCL /- &
2% b A B v By R

O UL SR I P 7 1 B2 U3 myocardial ischemia—
reperfusion injury , MIRI ) JE H I IR BT B
YO, AT NS ) BT R D) i s, o e ) 9R 7, gk
e A WS ) v 2 “BHABA S, RIS,
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TR AR S, P HOR LA T T R . HO T
JB& TAREAR . A2E AN, MIRT & LS R AR,
LIPS BREE AR , ORI PR 0 LA 35 005 L A% 1k e
YEH MIRIT B4 50>,

LR AR 1 SE FE P LA K T RE I BRCAE & MIRT 5453
SRR fid &2 A4 BT R 2% . FUNDC 1 A5 ZRiAA [
WEAE MIRT H BR3P VE FH B 245 RIE S, [A] s A 25 5
A3 DL K — 5 Tyl i FUNDC 1 S-S i Zki A 1 s
P MIRT FOALRIAE AR WIR ST . P e AR R =
TR (NS BT SRR AYIAE ) T 1K
SR 11, FHAE YR AR AR s AT A A FUNDC 38 0 i 2k
LA [ W, B LR S IR B R s . JIA F RS
RIS T O E(RHAS S I RAR) 2=
LRI [ WA 3 i, I g S EG e I i R T
i FUNDC1 845, 28B4 R A S a4y - =
LIRS P RE T Hi CK2 o 3 B HE M2 FUNDC1
A SPEYLRRIAAR [ W, T 7 MIRT, — 265 J7 fnnin R fF-
ZR AD BHIS T35 T RO LR Il | oAt 2k
BARIIEE JEN A WA RO (HAR Y A e
5 M FUNDC1 A F #7485, ok )5 s Wt e 48 1
T

FUNDC1 3 % 09 98 45 0] B8 J2& MIRT 7 .0 JIE £7
P —Fh B M, al A o £ 25 T 7 MIRT A FUNDC1
- SFHILORIAR [ W AT LR
32 W E 2 ATE MG 7 39 FUNDCL A 5 4 ks 1K
ERFAON

P> J1 35535 ( chronic heart failure, CHF ) J&
P2 Wil “TRBP” AR OO KT AR
LW, FORGHLTT FH CHE” T oK SRR Hoh
RSSO TE R A RIRRIMRAS N ZE , 5L T O R G
2 FUACEE A Sl CHF 2t T 4% 5 5 1 2 .0
JIFE T BE B 5 M ) S5 e As AT S B O R LT B
ZA 5 R B G IR FE A B . CHF AY 2 2 B AR
S = EA, WO ZE A S R G M | F A BRI
T T AR , CHEF 0 U G AR TR i F o8 4 52
TR O LR PN A R B ZR AR S Bl 0 I
W 4B 35 B ATP, A W98 B 2 UE WH 26 i A Ty B [
T 0 ) R0 R ) R R 38 . ek A [ Ik Th Bk
R e BT Z LRk AR R I 22 ROS th & HEfTE
LA, TS RS T L1 W45 e
o —FEER( o LA ) DL LN &S 2 ( ALDH2 ) /K
P 2y s T TR e s S B O IR RE R N ER Y,
H.i# 5 ALDH2 343% FUNDC1 {5 554 5, (i gLk fk
F s, Bk R it 3k 5 R A CHF, 1l WLFUNDCI 4
FRIERAR A WEXT CHF FEEJATEE . 4 FUNDC1
FE AL A TR O WL S IE 3 AR 1K, IR IR S 3K
LC3— MK 71, ) shekidd [ g e L e
B FUNDC1 [R]LC UL 3 B4 He/E T 7

H /7 H B 25§07 FUNDC S-S A9 2R iA H ik
IR YT CHEF B i I WF g ki 2 — ¥ WANG X P
a0 e R A R g P L T L =B TR
ARZH ) BE SR 25 M HF R SO BT fE, SR 2 amad
3 FUNDC A S 9 £k A48 [ 5 B 73 HFE . WANG
X PAEHOT I A S AT Re3 AT LG ULK L finh
& FUNDC1 Ay 5 9 e R0 4R 3w LR PP HF . JE T
PINK 1/Parkin /15 1 £ 0044 [ WEAH SCHIF9E B 22, N
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QIU 7 LAE" R s 52 e 1 IR (i N2 851
Z M T R R 24N BBl i PINK 1/Parkin
30 6 R FE VR VR IR L B O LR AR F W, R
JatE g g R B IR R OB AE TR VR0 58 40 e ks A4
155 7 PINK1/Parkin BYF2 3R 7K V-l )i 4450 25 F A4 Al
LR T . A Y R BLS B A6 0 R T
T Parkin A9 1A 38 [ 11 394 5 2R A AR [ W ek 2 2R
KR T B BRSSO U BB S5 0 7 5538

LB [ A LR O LA A FR S AR O sz
b L ALY M G5 iE CHE Jy T &% 1% 25 B B0
JHo MHFUNDCT ATF-3EF 75 B2 2y 2brfae 1 i
FE AR SCAF AR SR AR XS 527>
3.3 W E 25 28 ALAFE 26 o FUNDCL A5 2% hr ik B v iy
b

L A ZE ( myocardial infarction, MI) J& FH T it
7 0o IF I B — S5 Bl 22 4% 3l Dk i 28 5 300 iE
SRR IL ST R U JULAH B & A= 3R %E 44, MI 5 MIRI
L R A EE BT CELOIE T BOTENE AL A
FAE . 24 MI & AR, 1455 AL A AS T AL 21, WIS
e S A N B Az A PR T 0 R W T E s R I 2R
B AAR [ T S O UAE B e 488 42 03493 st 14 o B2 AL B AL
L A ZTEFSE Y HIESE FUNDCL A S 19 2R
AR g AE MT AR ELA AR R, Mist] 3% R 9 il n] 4
FEFUNDC 1 /KSR fa [ w T g8, v 2 0 LA 26
A AR IETAE. ZHOU H 451 % P pl B2 25 fig
%38 K S 1L/ R P B9 PPAR vy |, [R]EHH] FUNDC1
S LRAAR [ W R NS TS A s /A 2K 1 A
PLie.

2o 2 4% VER Tz, B IRIT
MI B 5 PR 22— PIBE 32 457 R B 25 A0 L
2y A] B i o RO L 2 B AR SR 1 (OPN ) 36
B O A A A B O T RE (B IA D U
FEIS O ST RES IR . B o & L Ty
NS URE ] 27 i 2 MU WIURE ZE s R RGO UL
15, FESRO DI RE . W1 LUE S A S X0 IR SE 9 7R
T Z LIZE SO IMN 3. MFUNDC A S £ ki
WEHRFE 25 2456 M 097EI T HILHI ST i 8 50 35, 1A
FEICTERFRE AL XT T MI (367 A B2 Y,
3.4 B2 AL SE B FUNDCL A5 2 b 1K B iy
b

WL E (sarcopenia ) S —Fh 55 4F & AH 5 19 B 8%
WL & DI BEAN 1 B FIRROBG . P R 22 IF e
E X — 995 24 FTC 28, 45 -G WL/ b A 5T a2 L g
AR = 7 ASTRIG S RS A, 2209 “BEIE” 1Y
JuwE 0 (KM - BEIR ) R icak EEiEEs ,
FILIE B, SR TR 5 B HILNEE 2 I PR B AR
—55, BRUAREE SR L E B 5 B0 R LIS 25 R 4
KA GG RIRTE, FENEIR AR R & S5 15T 6E
eEy, Ju AR e AL S HE R O s R T L
S HTA T LME 25 <0 32, IR 25 U AR I R IT 9
Hr 2 T 2B AR HILVAIE BB R 22 AR YT 12 B R &
BRALASRE BB LA R UL g SRR shahE
1 H AR RE S B ek . WANG Q452 FE Il
AR TS R L T IV E BB S AR B 12 JE S
B IR T A TR | DO R LS s Y B
T -

T BEAR T LA RE A5 IR 22, LD RE & L
il AR SE A BN, FEAR S 5 R FH P oA RSk
BN R SBNN EZEN EEREZ P &
PR NEN AN SGIB TR i kS YA UNSIEL S S I v - 92 N
A R A SRR, D BE R LR AR 1O T B RN A W Y
JWORAH B IR, AT 2B S i, ATP 772k
I, AR S A I R WS T RS LA RE o sk r 24 P
X B A A WA T IR $ 2 BT LARE (1 — PP 35
Ik, VAR g P v K 2 T L A IS
SIRT1/FOXO03/PINK 1/Parkin it 4 5 b4 ]
e YNGR e =N

HArid R & #iz P 25T 1 FUNDCL A5 119
ek A R IE WU GE AR SCHIT ST, Lz s 7 =00k
P LA SRS JHEE UL iR s 5 %2, Trae ™)
RITANEIHE AN [R50 5232 sl X O FUCE s L gk A
IHBEF E W SE N M FUNDCT B9VE R & Bz gl n)
S BRSOk A, A WSS R S s st
[E] A58 BE A ¢, 32 8l Y5 AL T BE il f AMPK—
ULK 138 BS540 FUNDC1 (03835, k@A %o
R A ML A X R B B LR R AR &5 4 / T RE
2RI B AN G R 1 3OWG T PINK 1/Parkin i i, JF
fE HELR B 14 5 Ub . p62 F1LC3 135 7, S BCE 8%
L P2 A ) g A2 AR 351453 -

JIr iz P BE 25 5L T FUNDGT A S 2Rk A [
W5 Xk WL/ -6 LR A R A T s S — A =009 7
K, 4 H AT 98 £ iz sh 7 Aok i FUNDC1
T LR 1 W5 9536 WL AE | {5 rp 125 245 %3 LD
SE YRYT A HARr D3 SR b 24 Tk B M
IR A — I TRE Y, Ty LUR B SR R I PR
SEERAE I ] o
4 MAHEZINRO S SR AL EERI Rk B &

B4 LLZRORLAAR 1 W SR 50 05 7R 97 5 5T H
HAKE L SRR 1 WEAE Sy R RS HLE], X T
JEUE A2 R B i 4 ELAT TR S0 X, [ A L BE AR 10E
WA BRINBE WG B, 5 P B UM A ST BG B
FHARLPE . SUMLAH S RS SR J 2 A P I PR B4
B A A AR AR ) I, R A R AR A i
B Bl 7R SR AL SR A 8 AR DL R 4 5 I IR T
BE A B B LT, P A HAR B, A A, IR
NARIIE & BRI . IR A 5 R 16, O S 1 K,
NG = SE L, O G4 A B 2R AR A 1 3 i fe A 5
AT, EE N2 Y icE - B aiifis , B RAE,
WAL, AR TR T LA A A T
FLEWEM . WM s 11 LS HES S 3 IR
oM. bR R AT RE R Z R, SR
AR EGHEMEN, &Yk A AR,
SR AT BT N B, SR A TS Bl A R AT,
TEA B gk A=A gE & 1 R A Ba A5 %
e AN SR R RS is sl A e
K RS SR, VR B BE AT, BTSSR
L EI AT R A Z R G 2 HE AR E Y
FRIFZETEL, hRededE >

FyHN LA N9 WL RE AR AL oL
SN B G R Y] BB AR | 19 R R
MY SN PSR TE R N s s o At SO g 1Y Ve
B A A WE AT, DA S 250 PR LA AE O I 879
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T B % KR

B 4 23

Jpi SRS I T A AT BEATAR 00
5 /hgh

LA LA a5 R oA, A S e

SRER B AR T, LRI REAY IE B 2 2 OCH BEAY , 28
BRI RE S SRR [ g 4ids . BN &k
B M AE G 55 WLASE A7 A2 UTHR &R, T 2R
W AT A S A RORX L, AR B AR RS 25 S R B,
iz TP B TR 25X FUNDC L A3 i 2Ok AA B B A T4
25, AT SEE MU OE S U E A 5B G . &

&% 3k
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Chemical Components and Pharmacological Actions of Pugongying ( Taraxacilterba ) and
Predictive Analysis on Q—markers

ZHANG Yiqing, HUANG Qingxia, FENG Xu, WEI Jianhua, LIANG Chenyan
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Abstract: As a medicinal and edible homologous plant, Pugongying ( Taraxacilterba ) has high
nutritional and medicinal value. The chemical components of Pugongying ( Taraxacilterba ) mainly include
flavonoids, phenolic acids, terpenoids, sterols, polysaccharides, and volatile oils. Its pharmacological
actions are complex, involving multiple aspects such as antibacterial, anti—inflammatory, anti—tumor,
hypoglycemic, antioxidant, and gastrointestinal protection. It also has traditional actions such as clearing
heat and detoxifying, resolving carbuncle and dispersing nodules, diuresis and relieving gonorrhea. By
summarizing and analyzing the chemical components, pharmacological actions, and traditional actions of
Pugongying ( Taraxacilterba ), it is believed that the contents of chlorogenic acid, chicory acid, caffeic acid

and luteolin in it could be used as quality markers ( Q—markers ).
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