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Research Progress on Pharmacological Effects and Mechanism of Dioscin
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Abstract : Shuyu ( Dioscorea polystachya Turczaninow) has a history of application in China for thousands of years. Tradition-
al Chinese medicine believes that it belongs to spleen,lung and kidney meridians,,and can “tonify Qi and Yin of the triple energi-
zer”. Tt has the functions of tonifying the middle energizer and Qi, strengthening the body and bones, treating all kinds of defi-
ciency and prolonging life. Tt is known as “natural ginseng” and is also one of the earliest plants with homologous medicine and
food. Among them, Chuanlong Shuyu( Dioscorea nipponica Makino) has the functions of dispelling wind,removing dampness,, re-
laxing muscles and tendons, promoting blood circulation, relieving pain,relieving cough and asthma,etc. Dioscorea is widely used
in the treatment of various diseases by traditional Chinese medicine because of its mild nature and comprehensive efficacy. In re-
cent years,with the continuous development of science and technology ,its main active component dioscin and its hydrolysate dios-
genin have been widely explored and applied to the prevention and treatment of cardiovascular and cerebrovascular diseases, ar-
thritis , cancer, diabetes and other diseases. Modern studies have shown that dioscin has many pharmacological effects,such as im-
proving cardiovascular and cerebrovascular diseases , resisting tumor, lowering blood sugar, lowering lipid , protecting liver, resisting
inflammation and relieving pain, improving immunity, etc. This paper reviewed the research progress of pharmacological effects
and mechanism of dioscin and diosgenin in recent years,aiming at providing reference for further research and development and
application of this natural traditional Chinese medicine monomer.
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PR YR ZE P EE IR — R RAR AW . FH 8 1 I ( Dios-
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e B (1989 — ) L 3T I B By SRR — R BRI RLAT B R B¢
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1 O BERRIPER

R B2 B UE SR W] Dioscin ALEA BT LB L 700
LR AN O WUBEFE R A T, 38 W] A 20805 O TUIE R O A 2R
HRLOMES B 5

4 SIS SR PR AL R 30 Mk s e S 5 4L B O WL
BT #1455 ( myocardial ischemia — reperfusion injury, MIRI) &
R, S A 1 2y J T LA Diosgenin 15 o 45 RHIE 5 Diosgenin
A8 PR MIRT K B O LR A3 175 B0, 9020 8 E B0z K UL
YRR T, B A0 B A 0%, AR AP0 JUL e 32 Bk ot T3
L0, AL AT BE-S 40 ) NOD #E sz (R IR (B 45 40 UM G 3 B
3/ W& R 2K [ i — 1 (NOD like receptor thermal protein domain
associated protein3 /Cysteine protease — 1, NLRP3/Caspase — 1)
EE AT . FEBAE Iy, Dioscin 4L AT 33 40 i) NLRP3
RAEMAFGR T K BUO LA 4Efk. KONG C Y %17 % 3
Dioscin i1 AR RS RNA (long non — coding RNA , In-
cRNA) MANTIS fi #5404 B2 40 7 1 3 SE AT B, £ 5 N B2 4
JHL LA A T T T A 4B X VSR BB ST VR . 3 8, BB
MISE4F 7 ST T Dioscin X579 1 LR -3 0.0 LA AL AE A
R EAVERIBL] , 45 FAIE S Dioscin W] BE @ A3 410 i — 158 H b 8%
fiff ¢ ( diacylglycerol kinase zeta, DGKZ) £ VI ZH # 5 it; A2 ( group
VI phospholipase A2,PLA2G6) #)33k , A4 R4 Y400 ILIE R
YERT. 3 —F5" WISIE 52, Dioscin 38 1 40 i 22 24 J5U 3 4k 2 15
1% ( mitogen — activated protein kinase, MAPK) %K [ i fi; B/
I B S - 3B/ W 5L 3l W) 7R i 75 R #L AL 1 (protein ki-
nase B/glycogen synthase kinase —3 beta/mammalian target of ra-
pamycin, Akt/ GSK3B3/mTOR ) 18 3K [ 11 M45 &5k 1T ( angio-
tensin 11, Angll) 9. LUUIER . 5381, YUAN L 467 R i
25 % (Doxorubicin, Dox ) 5 5 .0> 7 3238 /)y RAE AY ) IF 52 Dioscin
AT LA 3 Ao 0 s TR LT A 8 1 B 1 S — 1 ( Phosphoinositide
dependent protein kinase — 1, PDK1) {55 1) Akt/mTOR & 1% %
RELIRIT o JUL 40 980 T 0 e, AT 22 A% O Zh BE A5, XU Z
2100 (ol B R [R] ¥R B2 14 Dioscin (50,100 1200 ng/mL) 4bHfS %
H (lipopolysaccharides , LPS ) 55 .0 UL £ 4 . f0F 50 3 B
Dioscin °] 38 15 16 4% K 1 E2 #H5&H T 2/Kelch £ ECH JcHk
E [ 1 (nuclear factor E2 related factor 2/kelch — like ECH - asso-
ciated protein 1,Nrf2/Keapl ) jii %, DA & A [a] 44 7 240
il LPS 1755 1.0 WU M S E S04k L et 3 LA B2 i o, P 32
Lo LA
2 HuEfERA

JERAE S A RN IR B B S I B 0 , A 2019 4F 4 2R Al
A 2360 J7 8 & AL G (1 1000 T3 FEAESET 1, 1k 4k O
I T B 2 AR RS R T . B TRIATT T
AT il AT 3 2z 25 it 1 I 16 7 /4
FE R, M B AU AR A2 R TER P 28
HEH
2.1 HifiE  MAO W L Z§iESE, Dioscin i a2k i AKT/
mTOR/ GSK3 B 155 4% 3 1 1l /s fi s 200 L 1y 189 9 L AR 28 R 1 ¢
[a] 75 JFi 5% 4k  epithelial mesenchymal transition, EMT) , Jf- 41 ]

114

WM. XU Pi S5 S 00 4 24 02 9 Iy 15 5 e 1Y AKT
& Dioscin T M 1) SCBERE 23, IF AT T — R A LI B ik
HERAW] , Dioscin A] U WESBENLEE - 3 - i/ & A 0 B
( phosphotylinosital 3 kinase/Protein Kinase B, PI3K/AKT) {5 5
T8 3%, PEAR WL b 2 11 9885 B (phosphorylated — Akt,p — AKT) |
TRIEL T 4 TR 2R [ JifF ( matrix metalloproteinase — 2, MMP2) | 1#
FE A MAZ DR ( proliferating cell nuclear antigen, PCNA ) ) 75
RN 2 e K A& il 3 (cysteine protease — 3, Caspase —3) [i]
FEIR BTN BRI AR (Il 45 B FsE T3, YAO Y
NS5 HRIET Dioscin X AtBR A0 LA 19 5 061 B LI E DL
AT IR Dioscin A RN ) 40 JEL 14 58 70 40 ML A% , 5 i %
AR P8 20 LA T, S BE A ) R /s B R A A o 2D T
R, HALHI W e 2 Dioscin jiliid p38 222453 A4k A/
PR TE D ] 27 ( p38 mitogen activited protein kinase/Heat shock
protein 27, p38 — MAPK/HSP27 ) 45 f)fili 85 bR 48 i Jo i o 32k
1% M4 (reactive oxygen species, ROS) 53 (Al B I T 5 | B2 119

2.2 U MAO Z % RS 4], Diosgenin i it 4 il fip
Y84 % [ 53 (tumor protein53,TP53) | 41 Jifg J&) #A 25 4K 6 25 11 Ik it
5/ AR B AN ML AT P ik 28 28 FL I (eyclin — dependent Kinase
5/Ataxia telangiectasia — mutated gene, CDK5/ATM ) F Akt
mTOR {55 5@ i, 175 5 IR A0 M 04 1=, B W A DNA #3455, k4%
YU, CHEN B N 41 % B, Dioscin 2 Al 4 il 4% {4 4
A F - Bl (transforming growth factor B1,TGF - 1) 55 1Y i
YA EMT , W85 240 i 12 28 AT A%, IR 098 40 B0 P, & ¥ 40
JFERVERT . [RIBT, A BFSTAESE Dioscin ik R % 105 5% A i 40
LR 24 | S A D bR it 25 Vv 25

2.3 HALBE  CHAE W O 45" 58 & L, Dioscin Al j 341
it JEL ST BEL i 951 5 p38 — MAPK il AKT/mTOR {553 % , Ui /b 3L
BAs T AR AR L A B8 A2 %) A2 B, Diosgenin % =
B 1 2L I 88 40 9 8 2% U F B (nuclear factor — k — gene binding,
NF - B) {55 3 #Aa il V5 T, 30 3258 % 135 AL 7T RS2 Di-
osgenin AYT = FIHEFL IR (1) EZ ML, BOUCHMAA N 4
WIBIFSE AL T Dioscin Xof P 32 22 30 70 A9 A 2L 9 440 ML 31
(VR 32 R PR 2L 8 R0 = B 3L IR ) PE . 45 R
71N, 3K AN R SR A % 3 VO ST 78 Py 2L i 4 8 9 o A
e P20 M B, LR A 2 i 2 R N 4 7 S5 I 5 24 T 3
TR ZIEGURIEN . S B CE 1 2 (S - phase kinase —
associated protein 2., Skp2 ) BN TEMIR 4 A o 4 OCHEVE T,
I NFSEHERRT AR B BUSAHDE ™ LIU Y LA g g
FUEE G AT T A A ) L g A T b ) Skp2 Rk v b 2L g
20 B 1) 200 452 2% , 30 40 S 0 D SRR AR M g

2.4 HEWE WSS B WIE (colorectal cancer, CRC)
RfERR# 2 —. XUN J 4 BF5E % 3, Dioscin fg# it i 1
/NS S T RE ST R A, ARG SR 25 I 9 RH OGN B W
AT ST | PR3 7 1 5 e ) E A AR MR 6 A . ZHOU L
25 Y IE Dioscin HEZE T /)N Bl S i B M AR TR o {4 piy b g 7 2
K RHET Skp2 iZ F AL, I T CRC 24U R4 g 3 v Skp2
2k WU Z Q 45120 38 3 (A 41 40 a5 5 1 6 0 4 75 T Bk
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B LA R AR N/ B S RS AR BRI DA Dioscin FHTIPR G P, 45
LB, 4 Dioscin AP )T, & W I i — 2 ( hexokinase 2,
HK2) A4, Ao 4t 2 ik 1] . F3AI, Dioscin T 4] CRC A9 B
TR AN IR AN T2 AR %52 BTN A , Dioscin 1] g
RS PI3K/ Akt/Nrf2 {555 B0 S0P 052 E, DA T 410 11 45
IR A A R PR T
2.5 FEMFUEMHER  LLX L& HRRAG T Dioscin 38 it Bl
D 290 JHEL J0 353, DACTRC 00 St A A S 4 L 96 5, DA e i 4k
PRI I AN PR T 28 B4 BF9E & B, Dioscin 7] B
5 3E A PIBK/ AKT {55388 8% 400 ] D1 5598 200 60 4 14 57 1 5%
FIERSAE ST, (230 0 OB AN 10 HE S Y %57 BF 5 iE 5%
T, Dioscin 3# 1< 18 11 % 2R 25 [ B PR 16 1 (tyrosine protein phos-
phatasel , SHP1 ) @i {6 1 i Bl 5 119 MAPK {553 4% o 0 1
0 A R TR 2 K X AT 81 i ( prostate cancer, PCa) BIG Y
PEFI . LI M 257 % i Dioscin AJ i 4 B K A7 1% 2 (survivin |,
Surv) H UK FIEOE 08 1215 5 4% S JE MR T7 F RS S0k 20
o XIEY J 25" % ) Dioscin LR E) 1) H 4R g 7 =X, il
TSI AR 1 AR RAF T TR 0 R A0 M R B T R A B
ffMl. DING Q Y 451130l Dioscin i3 4 i BELHF LA e 15 5 4
AT R PR E AR S R Dioscin R4 W] 247 I
PR B SWS79 AU RGTE F7 , FLELAT He AR, 2 4
&I, Diosgenin W] fE3d i T i/ RNA - 34a(miR - 34a) £
K, B 1] 2 M B AH ¢ 8% s T 1.3 (transcription factor 1.3,
E2F1 \E2F3) K ZH M R 804 9 D1 (ceyclin D1,CCND1) fi{) 3% K 3
K, R PR S g A0 S5 SRR I TS SR 2R TN RE
3 LERFREFRE

PRI 2 — o DL 02 A M e, R H 25 1
HA Y & BRI ZE Bl s 0] 4 S A LR 28 B i L, &
B MR fE AR T A i B AT
WEPRIA I 259 A AR 9 A AN RSN, I 28 957 8 1 LA L3 R
IR B ARE R L RAERE IR B I SAE RIRYT B B Y
WPERAG A

TRAEH S BFIE R, Dioscin B4 I 1 0 28 1108 R
T P ST I SR A% A S DR B2 A DG TR 1 2/ 1L 20 3R A0 4 - 1
(protein kinase R - like endoplasmic reticulum kinase/nuclear
transcription factor E2 related factor 2/heme oxygenase 1, PERK/
Nrf2/HO ~ 1) 38 i , 410 ) 4 Ak 17 8 Sz oz 0 T TEE 400 i ik 8 9 1
T A% A PR 1 5 AR BT R MR . LU Z 25 pF 5
UESE, Dioscin @l 1L 8755 P2X |44 8 73l 8 AU 52 {A 7/NOD #£52
R B 45 M) 8 4 55 85 3 3 (P2X purinoceptor7/NLRP3,
P2X7R/NLRP3 ) SAE/MAAE S 38 R TT 2 AU IR AR 2
AR CALS Y %™ &, Dioscin A 3 it 411 i Toll £ s
4/1% AT «B(toll - like receptor 4/NF — kB, TLR4/NF - «B) jiii
S FRPR | DRI i IR A/ T R (streptozotocin,, STZ) 755 (4 Bl B
'B9% ( diabetic kidney disease, DKD) /)N Bl 48 9iE 52 b7, 2R 35 'Bf 45
3, &A% X DKD BIAI7 1AL, 100 55 —BF55 " IA O, Dioscin 24
6 DKD B JBE i K% B AR5 3 rrg AL o -5 40 ) 2 4% 0 Ay Jo 1Y)
RIS A A B S0 R AN T4 55, WANG J 2

T 3o 2% 245 3 2 K 43T R 4 J 5 0 1L HERB $5c4fg 2 v Di-
osgenin S F ] GE-5 1ML N B2 40 g4 K KL F A (vascular endothe-
lial growth factor A, VEGFA) #d G AE ML &4, I3 1 N &
ROPERHATIUE . 45 R UE L, Diosgenin 1] LA i #1 ] VEG-
FA FIAZ 1K 2(VEGFA — VEGFR2) {5538 I 1 30 , 042 ii
AT FRIR , 1 B R MR RIS /N BRI AL P R i 4
#i0i. WEL Q %/ SESE, Dioscin ] 38 DR bR K BUAT 1 43 %%
(ejection fraction, EF ) Fll = i[> & &7 5k K # & (left ventricular
end — diastolic pressure, LVEDP) L) K 750> % [ )1 Ui, (left ven-
tricular pressure attenuation ,Tau) S5 i) B [E) 5 50, G5 220 &
Yyhe AR RS R0 U . LENG J H 48 % 3L, Di-
osgenin A7 TR PRI TL/IN B 1A T, AR IR A, O ek
T ARE A 2R U . HLHIBTESE R, Diosgenin W] LA i@ 1
Nrf2/HO — 1 {5530 vl 2D S Ak g 8 oke s R s ) 1 o 289
78N B S AU e B, 2 SR 2R R
4 {REHMER

ZIWFFE R, Dioscin 1545 i B4 1F T A A A RAFHY
FEGRAP A o B R4 B9 & B, Diosgenin A 5 aof sk
R BUE R SERE B, 38558 F W KT, R X AR RS P AR D
JiF97% ( nonalcoholic fatty liver disease , NAFLD ) & 5 K B I8 9T
YER], ZHONG Y J 2" §E 52 Diosgenin 7] 3 2 #4572 B —
AL, TG AL AR B BEE S A B A R AL B/ B [ BRI Y OT
454 E 1 (AMPK/ Acetyl CoA carboxylase/Sterol regulatory
element binding protein 1, AMPK/ACC/ SREBP1 ) J& [ i 1 I8 i
SRR B, AT R ARG T2DM K R 2 2R FIRT 48 K 1M g 5 11
IR AT. NIE K X 48 B 5 45 W], Diosgenin i
PR/ TR CRAP VR FT 0T B 1k 20 M 475 R A b B i BT AR
LA RAE ., KHATEEB S 25 % L, Diosgenin ] A5 1 41
HIW A BRI A= BE A, BV ES 2 15 TR 45 A 8 A Le(sterol reg-
ulatory element — binding protein 1C,SREBP - 1¢) FlJg il R & ik
fifg (fatty acid synthase, FAS) B33k, Jk /b HT-40 Jig P9 G o 4= ¥,
AT ik A 38 A R/ BURFIE B 5 53 81, SONG S S 4670 §iE
52, Dioscin AL 5 25 QWAL EE 1/ XCKHER B O/ A 7
kB ( Sirtuin typel/Forkhead Box Protein Ol1/NF - kB, Sirtl/
FOXO1/NF — «B) {55, Yl 48 A 107 98 . 98 SE A0 L 0 T2, 4P
BT 20 S /N BUIF B . it 5 265 & B, Dioscin 7 i
1 BT PI3K/ Akt {55 B0 /) BRUTF2F 4E AU R 20 21 98 e FIT
LT YA, KA A BRI
5 HmAHEBEA

T AU 515 5 (gouty arthritis , GA ) 2 SR f5e H DL 1K) S5
RATR, LA N JRIR % 1 T 85, PRI b e 5 2 ORRAE G 1 ] B
B JH L A Sk 4O M FRAE S . CAO Y J 4 SER], Di-
oscin ] 10145 B 2E T 40 17 (T helper cell 17,Th17) (6
P2 SR I RAEHLE AT S . HAN J R % BFSEIESE, Dios-
cin A] FEA R R EM ( monosodium urate, MSU ) i5 5 1) GA F BRI /N
SRR ANILAT K- LA B2 GA 1y ™ B AR &, Bl BIF 2 % B, Dios-
cin AJET I NLRP3 485E/MA B TLR4/NF — kB {553 % %
A5 GA /N AL R AT . B354 HESS Dioscin
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ASE A ) PI3K/ Akt {5 538 B 0T 5 5 1 TS0 ET 4k (fibro-
blast — like synoviocyte, FLS ) 2 A Jff T K J& BABELE | A& #4555 XU
PEIY 42 (rheumatoid arthritis, RA) 1921 /o LA 4
R T A Dioscin X} TNF — o 5 5195695 % K Bl FLS
A P 4R S B 1/2 (eyclooxygenasel /2, COX1/2) i, ©F
FEUESE, 24 Dioscin K E <3 ug/mL I, AEAS [ 72 32 4t 6 G 40
COX2 mRNA FI#E IR IE, R W] T HXF RA G 8CR . B
4 Dioscin JRITHE =3 ug/mL B} 2 ] T COX1 mRNA £
K, % COXT 1w BEA R A2 T0YT RA S = AR AN RSO Y B
JR P, $27R1E Dioscin [T RA WYIRYT N LR 10 A i, @k 5 R
RN R A
6 PATEEINEE

H B Gzt HUR IR R (autoimmune thyroiditis , AIT) J2&—Ffr
HOLIY [ B SRR BT . ZHANG C F %617 v 1
PRIGIRAR TR LSV T U7 R 8T 75 5 B B e v
RIS K BUAERL, 2 )5 FIAR [ JE Dioscin 1R B [25 .50
100 mg/ (kg - d) J#ATHEE o AFFE4R7R Dioscin D3| &R 14
773, @ L 0 mTOR Fil TLR4/NF — B {5538 ok gl AIT
BRI EUHUIR IR IO E , s HOR IR s PRI R . R GEPELLBEAR
& (systemic lupus erythematosus, SLE ) 8, )& e % W) 1814 B &
SENESNG , AR ETE T H S TR B AE e 2 S MR TE L
FIRMA 5 Ak, S 30R TR At 28 77 A9 R P 5 L — i
F Dioscin X SLE 5400 BIBFFLIESZ ™, Dioscin A 3@ 11 855 @
W , DBl M A S8 240 s 0 T DT e — ARk B ER 1Y
REVELLBRA /N BUR RIS RERE R . 53 A BF S IESE ", Dios-
cin AT YT mTOR {5515 548 ] B W5 B AR AL R AR 52 S
ST A THE B T A R 40 ( dextran sulfate sodium, DSS) % 5
/N Rz 45 1 R (ulcerative colitis, UC)
7 EHMHEEMR

WANG S 251" % 3, Dioscin 7] i3 Nef2/HO - 1 {5 5 %
Ul D A 7 AR T R BR B T, R MU 5 1
F 451475 (acute kidney injury, AKD) (47 FE AT, LLY 45" BE
52, Dioscin 7] DL 410 il 1836 < 32 7K L K p38 MAPK [k,
AN ROS 17 AE U 58 M S s FOx S8 A AR %% 2 IR 2 1
BRI S S KRR AL . XTIAO Y 45" % BH, Dioscin A 38
R X 4G EH /g5 % E 1 (X - box binding protein
1/selenium — binding proteinl , XBP - 1/SBP — 1) [it) 5 2 42 5 5
A FE 52 ( monounsaturated fatty acids, MUFAs) & &, K%
VIR B AR A . 2R AE SRS T, 28 T S v o i
VEGF F13 A K K32 44 1 (epidermal growth factor receptorl ,
EGFRI ) 23k , 14 0887 A=, 2038 16 IO 5%, 1 52 748 e 1%
PEZE L/ BURY B B 3 0l T g . G B 450 BF5E & W, Dioscin
ALSE SN NF — B {6 AL, B AR e ez i /) Bl S8 il e
PRI A 5 1 240 B A5 B B AR 4 TR 2K T, a6 It 8 26 YR 114 4
W6, DA 85 e AP /N BRI A o ZHANG XS 4510
4, Dioscin j@ i SIRT1 A8 i85 A2 0 il NLRP3 S 5E/IMATOS ,
W R ST SN AL AT P A Rl 2 A A, BT

116

BRI P RS S LU RS 545 0 53— R R L, Di-
oscin AE W2 FEAR /N B S 22 oA M B , s i B SIRT3
IK 5S40 A W 20 BT JR K T R ( Alzheimer disease
AD) P& TTa s At T, IR 2R E
8 NG
HER 22 P AR SO I B, 1R 7R QIR K J v 2 25 2 B A
TR A B E R N A P2 R T
CA ETAER S, BA £ AR T TN HE AR £ A
AR DAk, Ferb 23 e 2 150 R F A AR | T A7 30 2% 3 I o
i IRz i BACRIE S R B M A 23 Dioscin K
Diosgenin HAHUIE BT R TR HUREE KGR IR 5L
FAIUEM AR L 8B R GHSEA TR R E . A
SCEAT MG BN, TR —HEE AL S 45, i rh 2 Bk
B HE— PRI P 2%
&% ik
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