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Abstract

Erianin is a small molecule bibenzyl compound extracted from the Dendrobium genus of Orchi-

daceae. It has been found that it has a variety of functions, inducing programmed cell death, inhibiting angiogen-

esis, anti-oxidation, and so on. And erianinl has the potential to treat a variety of diseases, including cancer. This

paper reviews the research progress on the pharmacological activities of Erianin in recent years.
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SR T eA, WO INKRE 7 2140 f i 5
S G c-Jun, MR BEE T TR R R0k, 55
ST . B2 0 AT L@ 5 595 1 4 (reactive
oxygen species, ROS)JFA 2742 5 INK Hlc-Junf R AL,
K, RIS, 7K IIROS I] BAIF T 3 2ok A8 7
AR X R AR s B ST TR A ik0E, MOSE
RIN, 22 FNA A M HaCaT ) 38 58 58 1 2 A7 $ i)
YER, JF HEEW [ iHaCaT4l i P (FIROS/K -, i itk
ROSS 3 AIINK/c-Junfs 5 i B {2 #EHaCaTZH L 4 T,
TR A F R AR B s 1

P33 AN EE I HL R 1O Bl N pS3FK
pe 1 B = i N UR ST e =X e S R 1
FRIE SR LLOE pS3 L N 3R 1A, 785 2
ZH A B, 2= Rl p538 48 Bel-24H 9% X(Bel-
2-associated X, Bax)#FI Bitk 241 fflJ&7 -2(B-cell lym-
phoma-2, Bel-2) F 13K 1%, BaxfliBcl-22 5 2 11
ToE SR E ; Bax il 02k i 7 a4, {5 4ok
A 2 1a] Jls R 02 0 T2 2R RO AR 5T, 48 50T
¥, Caspase-9#H Caspase-3, & FEANMLIE T, 1
ST 2R AR AN 1) Bel-2 AT DL I B A 2
B PR 35 1 T A A MR T, Bel-27] LS Bax %6 {2
TR S G, MmSRARSME R B ZE N, AR
R e R W = e A X e P
5y % B TAG 5 R, 12622 A0 ) 2 e
YRR AT AW 2 2 Bel -2 (3014 i 2 AR 204, B
7 Bel-2MBax4h, i i 7 KB = R0 US4,
F5 Bel-24H ¢ 8 A X i A AE T2 A 1 B 7R Bel-2/
Bel-XLAHKAE TS J5 3 A -1~ VIFE N IR AR 3 T 2 1 K
()3 2 1, e R AE S R TR .

HEAk, B2 3K AT L 0 HIPI3K -AK il % 175 3
JH- e 4H PR T YANGEEPTH B 22 3% 40 22 e 48 i
Ja RN, T == 3 ] DL 400 il AKCT FR s R A 1 44 1)
PI3K-AKTf5 5 I8 % {0, fedt 1 PIBK/AKTYE 5 il
P B AR R4 BE FIPTENI SRR . SR B == = A
PI3K-AK T A2 AR FIr s, AERiRE B 7T, &
22 2 0] LU PI3BK-AK T-mTOR/E 5 3@ #% #1 1] A il
A AR, 7R 5, B 22 3 0] LU i HRAS-PI3K-
AKTAE 55 S H] H a1 wm 2. £ =/
PEFLIVE B 22 F A 0T DL 0 i PI3K-AKTIE 2
7 =PRI 07, X4 /RPI3K-AK TS
SR ] e B R R IEPUMIE DR — N E R

o

N

=N

1.2 BiE

75 5 4 L P R AR M A A A B SR AT 254
P Ji I8 Th A — P BT S SReE , HT o220z
IRE TS . LC32E A WEAREY), HVEF R, 20 )i A
LC3(LC3-D) =M fi— /N Z K, AR A (LC3-
I1), LC3-T1/TEGAE B R /N AT 427 B WK1 1) =i .
CHENZE I 7 R B, 76 B 25 2 A0 B 1 171 8 5 IR 41
Mg 4 i, B R AT WL E R MA . LC3-TI/TEG AR )3
i, TRV RS AR AT DA 22 3 8 24 =AM 1 0 s ik 4 i
FE AN p62 B IR IE , P62 A2 [ Wit fr idk 3 1k
JEA, FonT LGP A R RE T, M P62 8 K
PR H LC3-11m] LC3-TTL AL i, 2 0H B Wik
T 5 T MLAPKCIER 4% A2 1 75 41 M [ W6 177) 2 2B 5 2
TS MAPKGE B8 H (p38+ ERK1/2F1INK1/2)iE47
LRI, S5t AT L, B2 A H A AL
ERK1/2F1TINK 1/2 (P R A /K - S 2 38800, () B 41 ]
T p3SHIBEIR ALK T, IIfTF S 17 1 R iR 40 A 40
ML EWE. Ak, 223t n] DLUE R % S E R g
6 W A R VR T IR AR F . WANG S P A
B2 F AT TRR AN P S R AR TR IR A LT e
MHE S LC3RIFRIE B 380, [FA G E ROS
A2 R IIROSH] LA IR DNA L 28 4 5 Al i
AR MR Sy, U5 S4B E R, (R R O T
& SULFER, B2 FRid@E ROSHF R T T INK
Filc-Jun i 8 4b /K (1 235 18 0, 345 110 5 5 40 B 1 W,
1 ROST# B 71 N- £ 1 1 R &R (V-acetyl-L-cysteine,
NAC)BEJRIF AN LI I WEFE RS, M S0AE T B2 R 2
I ROSIEAR B R 4H L W
1.3 8T

BRAET 2 I S 4 7 Rk B ) — PR e 4 i A
2753, ORI 5 s R N I 2 P R AR
HK. {EMiEF, CHENZESHF 5L & I, {4 F Caspase
57 Z-VAD-FMK . YRZE M T #0141 57 Necro-
statin- 1 FH [ W17 1) 1) S SO ol g A PR KT 9 0L 3R
SR AW FR fE , B 22 F AT T LA 5 2 R Y At
Too SEURAS T2 Y ROS. 43 bt H ik (glutathione,
GSH)FI A B BbR SV B 17K, 45 3 K0
i 62 40 il FF ROSAR B2 GSHYH FEA I i it S Ak 2
N, ROSH 2. GSHYHFEFR it i A Ak A2 Bk T
ToH B SR, T8 R FE T #1157 Ferrostatin- 1 /1
Liproxstatin-1, 7] LIRS E 2R B FHIGHRIET:, &
T 25 T B2 1B RN TR sk
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o AL, A e H kL S VI 4(Gpx4) Kk T
W, T KEGGIH % 5 5 /R BRAE T2 IR AR AH A5 Bk
= AR, RS2 R IR 2 AT LUl R Ca™/CaM
55 FECa® M Fe™ 7KV BB I M 75 5 1 il 4
HERIERAE T . CaMTT LI 5 HL AR P L7 Ca™ i
TB(L-type voltagpte dependent Ca*'channel, LVDCC),
XA Ca™ iz B0 B, AR BRI ) R, 72
LR G, 41+ B CaM BT, Ca®'/CaM
55 R RPN, Ca¥ IS INiE T T ROSHA
RAF KT, 7 SRR T R A

2 F5 YA EHAME

2 A — AR R R dE TR AR R, B
8 93 24 R 0 S 2400, R IR 1) 4 B 43 284 ) 34 B
T HI S RN (RS, AN REEEN IEH 23 2480
VR 2 B iR 2457 1) i At 2 3 0 T R 4 ) SO P
— IR T 5 B A5 1 a2

IR E R AR I, B2 R AT DU VR 2 iR 4
P-4 78 10 248 i ) S 45235 7E Go/ MR, AT 200 fie 98
YUMIAIE5E . DONGEE VIR R, B RAEEH
U0 T e 40 B () 3 5, 95 4 B R B T Go/M
W, JE I N2 R 2 2 A 1 A AT R S
T 3T 44 ) 347 308 2 A DG B 1 I 22 SRk, X
BRI A N 2 FE R AT TR, 8 MZO
BRI 5AN S Goy/MEE & A OG, IXIE7R T Go/ME &
AURTRE A B 2 U P A M A I G R . 7R S
Kb, SUNZEUIE LI AN R R B, BERAEHA
FL AR 4 (T47D) 240 i A A A T Go/MI . 5
SRR L, B2 R A S 11 T47D4 i H Gy M4
JRLR 43 bR 2 3G, i S PCRAS I 22 il 41 il
Ji| A 2 AR 14 B B (cyclin-dependent kinase,
cdk) R E NG I, 45 B R Medkl . cdk2. cdk4. cdk7.
cdk8. cdk9R cdkl )% 5 W R BEAK, T cdk AT
i & 912 4 B1(Cyclin B1)ZHA% 7 MM HER 7 (M-
phasepromoting factor, MPF), HAE{E it Gy/MAH 448
R OCEER . MPFEAYH cdk1 ) Thrl4. Tyrl5
FThrl 6 14 AN [F) S EE6% 1% 16, J5 4 16 4 BT & MPF, i
Fif #4 MPF£8 i 4 i 7 24 i B 2 1 259 edk 1) Thr14
A Tyr1 S LB RRAC S , A RER I BRBAE 1, i &
VR0 A I RE J1. WANGE PR £ 1, B2
B A8 10 I 0B AR A0 Y edk ) 2SR AT 41T
il MPF S A1) (00, F4% B PRI 8 44 6 1% 240 i J 349 L

FE Go/MEA 5 [RI SEIG 82 2 p21. p27 AR 1k
(A2 i 43 24 5 1 25 9 25C(Cell division cycle 25 ho-
molog C, Cdc25C)FKIAIE . P21FIP27 2 cdk 4]
E A, fEBHWT cdk1/Cyclin B1H)TE AL £ A 51 S
ER, TR AL Cde257E Go/M I BH i o & 4% 5 24
Fo MDNATAT KA, 2 A SRS DU e S 1720
T, A CAe2S F i i R AEBRRRAL , (R e AR L i
o edk 1 3E M, B RASE S ATT AR AR B R A A R AT
14-3-38 &5 &, (e AT B3 76 40 a5 o AN B
¥, MIifd e A5 25354k cdk1-cyclinB1 & A1 fig
71, BEZ RAE Gy/MBB A . fEBS IS o, B2 R0
DL Ji% Fo g 40 O (EJ AN T24) H Chk2 A1 cdk2 () ik R
b, A4 Cde25CHIBRIR AL, 5 EJFIT24 4 At BH i
TEG/MEIP!, X R IE 2= R AT R85 5 DNAT 7 18
ik %2 P A5 5 R e R A0 i BEL R E Go/MUH . 7 i
AT TCAL , B =2 F AL H0 ) PR T 5 PR A 7 T
WA EEEH; NEGIER T 68(EVD6]) A& 4Bk
W FR G 1 B SR A, B H Ak, %A A
TRYIT EVD6SHH ICH IR B 2454, T MENGS PO 51
R, B2ERIEARI L+ B2 FEK T EVD6SIE
51 2 A 2L PR RDZH L (45145 . EVD68il it
7 A FK RDAH ML WIBH A 7E Go/G Y, DA HE9%
B A, T 6 22 2R 10 e 4 U P £ Go/ MU,
F#A% T EVD68E S Go/G I H 40 i B, (2 2 41761
TEVD68H £ 117 A

3 HIFIARIRZEFNEETS

e 8 15 T A 30 A e A 2 2 M e e e ) Ry
Mo, AR E R AT RICEE AT R Py O A
o, XM IAE T F RN 2 — . B4
& B I g R, G L BE 5T 4 J £ I -2 (matrix me-
talloprotein-2, MMP-2). )i 4 J& & [l -9 (matrix
metalloprotein-9, MMP-9) W #f &5 [ 7£ 2 Fh iR 1=
R B A B ENER Y. YANGE D
TR, fEE 2RO mAM S, 5 MMP-2,
MMP-91) & H /K- 2 B AK . [FIRNAE VIR 28 )5 3h 1
(1 1) 53 b 25 P N-cadherinzK - ¥ 2 FEAIK, 1M 4= 2240
[Al ¥~ E-cadherin ¥ 2225 U BH B 19 0, IX R B0 B == 2140
BT A R 2R R . EAES, BERE
AL I TA7TDYHAE i 5 8 0 ERK /2551,
I I ERK /238 B4 i1 MMP2FI MMPO¥ K IA | [R]I
R 7 HAM IR 2 23 45t mg A DX 7 2 1 4 21
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Sk E sz Ll PSRRI ESS e e EiE i Dl ki 0P
BT R A,

B, B 22 2 A 40 TR R VR T Al R e T
T AT TT, OUYANGREPE B 22 31— B AE Y
WG R O H BRI 25 MEBERE®
T & BRER LR IR, & R 1] < 2 0 4 BR R
S EER AL &, LT NG, IEae ]
EVIRRIE K. FERPY, JEL R RIS /] R
SO E BRI, B R RER /DRI R.

4 HDHIMEE

A B e S 3 AR AE R FE R B PR AL B
TRLEN ) Z M kA BA EEAEH .. Mg,
S A I N SRR T R B E IR, AR
Frifiz — B R MR A KA R I OB R 3R 2. Bl
F5 0 IR R e I AR O IR BB A I, 0 ik
Jed L5 A0 B ) P g SR L o — AN 3B B A T 4R
W5 Wk % 2,3- XUIN %A B (indoleamine2,3-dioxygenase,
IDO) A I 45 i 83 ifiL 5 A6 e ) Th e 250, 7 I Jed 0
FLE AR R R OISR EN . SUSEPIRIL, B2 %
AJ DL I BT JAK2/STAT3 (B R Ak , 1) 3L 1 Ui
A1 I MMP-2/-9 1 52 26 98 hE 8 1 (COX-2. HIF-la
ANIL-6)HZRIE , BE T 52 H ] /1N 5 40 i (2LL)
H IDOREE 1, FHBT IDOVS 5 1N it # ik P 5z 4 g
(HUVECs) 34 E , BRI B RIS B ) 1
I e 248 PR P LB A SAAS TR e X R T B 2E ]
DLid izt TD O 4240 i) e I8 A Bl ik 20Y6 977 e
B H B RS 7 T, YUSE PR R, &=
FAE 5 0 1 0 ERK /238 4% FH W 48 W) S Py Rz 441 i
H/IN R 57 20 B o HIE- 1o 35 Ak, ATV B v i 26 4
(HG)5 3 (I A 2 A K K F (vascular endothelial
growth factor, VEGF) 1k Jrid il 52 1, 1| VEGF
7T IS N A A K R T2k 2 R N E S
(RIS, AT 1) D B30T I3 2 ke, AR T B IR
T KL ST S RIS CE 25 . 3 o, e B PSR A P S
5 FAUER] 7R S R AR RR IR B & R
RN )G e e Sl IN=e s SE SR TN EE

5 HiAEER

TLGAE, B2 FAERIE ELI 1 RIS 25
T AT S, P 45 I 6 2 LI R 4 J 6 P 1
P 0% PRI A R M 207, DOUZEIRE R, &

=2 ZA] DLIE I 40 Toll B 52 7 TLRAE 5 5% 5 Al
SO R F-3(STAT3) G 5 1M R A B i o P 425 W 9% ¥
PE, /N R N B BRYE RN i S 1S B 2%
ik, PRI 45 1R AN AR A P AR AR, Y L AN 2 i 4
S 58 i A AR SO DG R 7 RN S s a0 R 7 7K
S, I 98055 4 3t S A 453473 0 G2 98 5 S I, 2% ik
B tEgE g s ek, BA B AR H AT pia T 455-a
IK BRI 1098 770 622 Fadk T LUIE I ) 75 i b
I 5 ERK1/2-NF-«B{5 ‘58 I, 22 fif /)5 i Joii 40 1t 5
R PRI I S 58 R, AN T 9804 7 FR T 2 AR A . 10T
[ iy CHENZEB Y 57 & R, B =2 2 nl i #1 1|ROS/
MAPK/NF-«B15 5 1 6 9 55 5 /NE 5 41 g HHG
B EMI s, BEERTUENTIIE . TR
T 2 A0 R 75 1) 2 R AL A i IR, = I RE R S
FARLBE, B IAROSA: BRI R SR 200 i 17 ok ¥4 14 9 I
RE 7 22 18] 1) - 47, 3K 76 B R 5 ok 1T 8 0K If 48 I
RRE [ R AL R 2 ZEAE B . MAPKAS 5 il
% LE CR 3 20 PR e SZ ROSHR A% 7 T 28 G 31 22, il 2
INKHIp38 1) i, & == 3 I A INK MIp38 1) fif FL 4k
T2 P, X 535 N IHHGTE S INRK-52E41 1)
NF-kB5DNAZE &35 M, T AR ' NRK-52E4H i 4
ZHGE SIS R T, PR B Rt T
By B . IRAMEE R AR, B R LS
T H I LVDCCHN S P i 45 1 45 B9 138 38 110 &7 5K />
RAE I, XIRRBERTUMEN R RE
Ik 7, KRG B TR RR T I E

6 HHFSRE

EEF AR EENRRUEY, 2453EH
Iz e AEDME R SCHRARIE Y, B 22 2 0] DU p38i
FEANH DT, RO, BRI B RO R R,
T ERKIE P8 52 M0 s R, B o, el i
T, OB PR PR DX R AR 7O TR e INKGE
PRI RAEIRIT IR PR, FALRIED RS
TP AEAE F; g 5 S Ca®/CaMAK 3 ) 2R AE T T
AU A A5t mT DA 0 PI3K-AK Tl %
P FUMRIECTS B, MU, R iR 4H
MBI IE5E. S4h, BERAETGESE R, 516
JT ARG 2PN T A B e . (R 3 1o
bl 5 #5183 4% 7 B4 PP (The Comparative Toxicoge-
nomics Database, CTD)Fil | & 2% KB EAE H 1%
i, CTDsz— N0l LA A0 224 57 5 95 03 Ok 2 (1) L
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Table 1 Prediction of erianin-induced diseases by CTD database
e M s I e B4
Disease name Inference Disease name Inference Disease name Inference score
score score
Liver Cirrhosis, experimental 42.42 Heat stroke 14.36 Calcinosis 11.47
Neoplasm invasiveness 22.35 Arthritis, rheumatoid 14.05 Mitochondrial myopathies 11.47
Colonic neoplasms 20.81 Autoimmune diseases 13.98 Neoplasm metastasis 11.29
Entamoebiasis 20.46 Hepatolenticular degeneration 13.90 Burns 11.23
Lung neoplasms 18.53 Adenocarcinoma 13.57 Pleurisy 11.12
Leishmaniasis, visceral 18.47 Brain ischemia 13.48 Schizophrenia 11.10
Reperfusion injury 18.15 Breast neoplasms 13.43 Bethlem myopathy 10.96
Cholestasis, extrahepatic 18.10 ;?er;ical and drug induced liver 12.84 Scleroatonic muscular dystrophy 10.96
Oral submucous fibrosis 16.90 Thyroid neoplasms 12.80 Osteoporosis, postmenopausal ~ 10.90
Colorectal neoplasms 16.77 Pulmonary fibrosis 12.40 Hypersensitivity 10.69
Prostatic neoplasms 16.57 Pneumonia 12.33 Macular degeneration 10.64
Colitis, ulcerative 16.50 Brain Injuries, traumatic 12.21 Cachexia 10.55
COVID-19 16.09 Arthritis, experimental 12.11 Polymyositis 10.52
Stomach neoplasms 16.05 Myocardial ischemia 12.10 Cell transformation, neoplastic ~ 10.41
Carcinoma, hepatocellular 15.86 Sepsis 12.08 Intre.tcranial arteriovenous malfor- 10.40
mations

Psoriasis 15.84 Subarachnoid hemorrhage 12.02 Manganese poisoning 10.39
Glomerulonephritis 15.66 Crohn disease 11.89 Job syndrome 10.36
Leishmaniasis, cutaneous 15.09 Liver neoplasms, experimental 11.87 Leishmaniasis 10.31
Osteoarthritis 15.01 Colitis 11.85 Disease progression 10.27
Atherosclerosis 14.93 Fever 11.82 Hepatitis, autoimmune 10.10
HIV wasting syndrome 14.67 Diabetes mellitus, type 1 11.56 Liver cirrhosis, alcoholic 10.06
Abortion, spontaneous 14.66 Radiation injuries, experimental ~ 11.51 Obesity 10.02

I PE; FATICTDII S RE DRI, B2 RBIEME
FH BB AR ERE B R AR B 55, [F B 75 T
k. COVID-19. K% AFEREZAR M. M
SEVE 22 K B BIE SR R B AT R R TR A A, 1K
PR BERIERBEMRZ, WA RA BN 2 FhiE
WIRTT IV AE 25 o

ARICE R 458 B 22 R AR H BTk g,
TR FLAE I A0 B IGBE o A ORI 40 BT R 2 T
WIVEFT, LR EAEBUMIRE . 26 BEIR B, M
P 3 A S5 1) 4 T AL, RIE R A RN
Z PP IR T 25 . (BAE B2 RN ZGHE A
Wz IR ST, R AR A 0 sh P s 5 2
FEED, ML, 38 V) EIGUE B2 R A EEE, DL
HAWIE RO
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