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Abstract: Amygdalin is a cyanoglycoside compound existing in plants of the Rosaceae family such as
bitter almonds. Recent studies have shown that amygdalin has a good anti—fibrotic effect, which is mainly
closely related to regulating the apoptosis of related cells and controlling the expression of related collagen
proteins. In addition, significant progress has been made in the pharmacological effects of amygdalin
such as anti—tumor and anti—inflammatory properties. It inhibits tumor growth by suppressing the cell
cycle, inducing apoptosis of tumor cells, and regulating immune responses. It also alleviates inflammatory
responses by inhibiting the expression of inflammatory mediators ( IL—17, TNF—« ) and regulating signaling
pathways such as MAPK/NF—kB, etc. However, amygdalin is metabolized and decomposed by B—glucoside
to form hydrocyanic acid, which leads to its limited clinical application. To address the issues of low
bioavailability and poor stability of amygdalin that limit its application, some studies have developed it
into new formulations, such as self—-microemulsified drug delivery systems, nano—formulations, gels, etc.,
to achieve targeted delivery and regulate its metabolic pathways, effectively enhancing its stability and
safety. This has significant application value for improving the clinical efficacy of amygdalin. Based on the
current research status of amygdalin at home and abroad, this paper reviewed the pharmacological effects
of amygdalin and the development progress of its preparations by searching domestic and foreign databases
such as CNKI, VIP, PUBMED, Web of Science, etc., so as to provide scientific basis for the research and
development and clinical application of amygdalin.
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Fig. 1 Amygdalin chemical structure diagram
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1.1 FeeFie

JUE 25 £ Hiz Ak J2 — Fh A T 356 194 ™ E o B A B
A2, EZAAAE T W T S RS D, R RAE
A BRI LA A 9 5 B A I A5 v (09 2l R A S
W1 G T BT R B N e e
XtRFEFdEfl BlicT4E Ak B 2T e A B0 00 e 5 2%
e 25 BEVE o
1.1.1 Jef4th

JIF FEE ., S A 2R, BRIHAS g T i S U 4
FBHL , A 2 A8 i HE BN B, e 8 S BUIFLF 44k s
WFFE o, ¥ A A H A S I R rh N & R i 2
( alanine aminotransferase, ALT ), K[ ] & 2 B 5% 2 fiff
( aspartate aminotransferase, AST ) AL G 7K S B &%
BRI R DFSER R A AL
F LS A e i75 5 AT 4 A R B, 2 B HC AT B i
B om 25 D HBK S, F0 1 R If & IR ( hydroxyproline,
Hyp ). Il A 5 5% 20 g 2 3k, 9 /0 I 451497, 3 il s
JF i AR KO RS S B, A A T ok
FUIT B2 PR 4l M ( HSC-T6 ) 1% A6 5 59 53 WAAE H L 5215
I/ IR AT A B3R5, PR BT 27 4k 1k 48 1 R
g8 RS B A T A A A A R R A i
( hepatic stellate cell , HSC YA gk == 1T ( angiotensin
I, Ang 1) {55 5% 338 4 v 4 Ca® 2500, I T 400 il
HSC P985 Tt i, 3101 HSC 376 A 3 48, 48 il i 27 4 1k
a0, A IS e ek Sy K U R v S Sk
( carbon tetrachloride, CCl, ) & I AT 4EA AR |, W FH
WA TERYT S AT AR A AT R 21 R BR A JIEUE 8 £
JFREFE K ) AST | ALT KI5 R BEfa e, SR vy
{=FEXF CCL, T3 B R L A AT — 5 G T RICR s
WA IR AT A AR T i AL A f ]
HSC At I | I8l A 1 S5 s, AT il T 2T 4k
fegpifet .
1.1.2 Jwer4tt

Jiti £ 4k Ak 11 35 22 g AL i 52 B 98 S AN 1
PR I PR L2, S 6 S R B 4T A Ak S A i S
JA R Z — &b A K HF —B (transforming growth
factor—B, TGF—B ) i I 7Y |- J7 40 g — [a] 75 i 5%
At BRI A ST I AT 4R AR AR G R, R A
A X1 MR BH A il fE A SR R ey |
Rz — [l Fe 5% 4k ( epithelial to mesenchymal transition,
EMT ) axk %2 %y 52, 25 2R 2 300 A5 4 m] 40048 ey ke
S S B EMT o 752, 0 TCF—B 1y 2= 3k , 3 11y 417 i1
TGF—B3/Smad i [} , KA IR L1 Smad2/3 Fik |, Jif4

LRARAE L A, A A e R s 3
S 1 B R 1 (collagen— 1, Col— 1 ), I 7Y
B JE ZE F1 ( collagen— TIT, Col— M ) ik, P 2ie 35 fili
LT ARG BIDR A
1.1.3 HEZf

B LT AEAL 1Y) o PRRL RS IR R B4 JE R 28U
PRI L 28 10—~ I R, B PRSI BN )
JOT 0 i B G /N IR AR A M 0 5 A5, HGrh B AT
Ak =B R IR AL H E TCF—B1 235 19 b Y8 F1 B 1a] 5 Al
LR ARAUMLTE AR ' BFGE R B, S A T LAY 55
B T A A0 i 1 1 AR T KT O BUE 0] BT 21 4 f b
£, DT 4 D7 5 A A Ak P s 5 W IR YT AR
S A ) ) e bR A A SELASE Y TR LA SR i g
U A M P TGF—B1 14 53 , 11 B3 ME AR 119 4 it 471 L o
( extracellular matrix, ECM ). /DR N{ A
TR E 38 3T 75 TGF—B1/Smad {555 i,
PTGF—B1 . Smad3 mRNA ik, [ Smad7 mRNA
TR, AT EALER T WA BRI R AT
AR L, I BEXT B 1] B £F 4 A s Ry vl WL 1) BHL T
R R, = SV R P T AT 1
DS 0 Col— 1 71,3 T 00 5 T2 4
BSOS

£ b A RESS LT 4L s BEP L] A 25 5 1H
K HAEbAM . EMT (it F2  ECM AR ¢,
T AT AT XA LT 4 A 00 U8 1 el R S E L R
AH S 08 T A B I P R A 3 DIAH G .
1.2 HLBh Bk AL

By JDK R AR A A S — e O i I A B e, I R AR
S 7E B DK 145 PREE A T RR 4 S W I R J5T
Gy Bl JDKGE AR 2 AR R S0 R e sl , T s 5
LA BY il X Rk A fERG 0 A RS i
S BRI AEE A /)y BRSO B, 9 5 4 BB A 4
A B  BE BR 45 H ( oxidized low—density lipoprotein,,
ox—LDL ) 55 i A e IR B Pk PN Bz 40 M ity 4 A T,
P& 5 2R AR 1 BE DA B /) B R A I ) A R
PO b 2 A T S KR R A LI RS P 41 i
FETo g EE IR T IR R & 1 E B )
R 370 20 ik sk R R Ak, 0 A 4 Al e 0 Y T
2 RS AT ) RE SN o ST A B, 0 A A X IR % R
HE ZE 11 2 X E B8 (low density lipoprotein receptor™”,
LDLR™™) /N BRI 20 Jloks 1 A B B AT S sl /5, )
IO M1 LR A AR o e 2 A
KA RERRAIR = IR IR B MR IR AR L R R
PR R /)N BRUAS P9 H vl = PR 8 R S A R JIE ]
P/ -, 300 S Dk sk R A A G 2 i 2 RS kR,
WA TE S PR AR A AL o R R B LR E T AT
FEAG Toll FESZ A ( Toll-like receptors, TLR ). TLR2 .
TLR4 115 18 7% B 4% % ( messenger ribonucleic acid,
mRNA) A K, BB RIS TR, A B
HE— 2B R A X S R RERE AL ARy AR I PIL
i, A HB S Pk R AL 00 25 FRAE T ER AL ER SR .
1.3 FuhFIE

WFFE R I, 5 AP TEIR YT IR I A s e i
IT 24, LA B BT IR AL A 5 30 ) B4 P9 20 i
JEA A=A 1753 I JER 2 A 0 T L A I AR TR
P40 PO R A,
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1.3.1 i

WA ThUE A I E A A £
AR T 5, A WF ST MTT v 3iE B 3 1854 1 RE A 1T
g 20 Bt HuH—7 A7 16 55388 W7 541K, 195 5 JHF 9 20 B 0
T2 BRSO, PR SR P AR e A L
AMP KA1 14 25 B 3B ( adenosine 5'—monophosphate—
activated protein kinase, AMPK ) /85 1A 5% 2 §0 25 A
( mammalian target of rapamycin, mTOR N5 S im i,
o T A0 A 4 G A e R T A E L R LR
AP EMEI VR 7 SR AR S U R
LA R it =R oy 7 s o214 i 125 w1 2 ] R 2
I i 2 14 C alpha—fetoprotein , AFP ) K-, fili i Dy fig
WAL IEH S, s S AN T, A A T
FEVH T LLIA BINE T IR 08O . iF g sk, oA
T A FR 4P &2 CD4T TR CDS" T4 IV #¥ &5 CD3" T
20 JE Y LA, 38 5 2 B 98 SR RE( hepatitis B virus,
HBV ) T8 8 T 40 s DhRE ™
1.3.2  HuiiE

B FE & IO A5 A1 7 B J2 A% Il F«B (nuclear
factor kappa—B, NF—«B ) FIUAESLISE 7, e 2 NF—«B
25 5 4 ) 3 g 5 R T 0 B i L R, B i 5 ik
RN U T DGRy AR 1 ARG 1 S EORLAR AN S A il
FEANMA T WS R A AR RN
21 Y0 it e 1140 v e R A 4 HD 2R H1299/M T PA/ML Fr) 34
FA YEOREL RS vl DR e A M R AR TRl T g Rk, T
e A1 ) e 2 Y 2 RS 1 S R AR 1 E I SRS, RN IR
AP DA T 0 i AKT/mTOR £ 5% 35m f2 . it
A, WFSE K BINR RR AT A1 H 7 b S AT RS B
R = K o G S A [ WS W i T a0 = RN PN R 1
ML 3% 58 A5 5 % 5 19 3Z A& (epidermal growth factor
receptor, EGFR ) /22 B4 R A B IR mitogen—
activated protein kinase, MAPK ) {5 5 i 4 Fl1 A% - 1%
F 2 (nuclearrespiratoty factor 2, Nrf2 )/ Ifil £T. 35 4%,
41§ 1 ( heme oxygenase—1, HO—-1 ) {5 538 4, i 2B
TR AR
1.3.3 uilipsE

WEFE & B0, 75 A5 A7 AT G 2 0 LR 5 MDA -
MB=231 ZH L HM=Z 5 877 184005 ( extracellular regulated
protein kinases, ERK ). NF—xB mRNA Fll && [ 3% ik,
BE 1 ERK/NF—B 38 B 14 3006 52 2 30, ik 23t
FLAR S B SOR Y R Gk, A s AT LA
PEIEAR DA 1245 5 43 7 p38 MAPK, I i Bk B 41 g
J88 =2 ( B—cell lymphoma-2, Bel-2 ), & Bel-2 #H &
X 2 1 ( Bel-2 associated X protein, Bax ), #8752
Bt e &4 il -3 (oysteine—dependent aspartate—
specific protease—3, Caspase—3 ) FIZLfR A DNA B
fiff ( poly ADP—-ribose polymerase, PARP ), 175 5 FL JIit
T 2 MU T, AR A B B RS R R, AT
A T LS 1) i L g 44 S PN 1 A K L 5
AU T AR AL, WA A Ak B L AR S 4
MCF-7, 0] T 852 i i S8UAZ i AZ 12 ( deoxyribonucleic
acid, DNA ) 2 ik A% & K, BEL W7 20 g DNA 52 17,
WFTE A B, w5 A A8 — iR 9 oK UKL T A Sy B gk
St 59, 0 ) LR I A g fE U AL, N T T
B 1% 2L U e 2 T DA 1 50 T S AR, B2 v T
R,
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A AT RN, TR #E U T8 ] Bax PRI
I, BEAR DT IE T35 11 Bel-2 1 R 15, 34 7% Caspase—3
17555 S A M UE T, BR A A 25 W i), mT
38 F SR AR IR T A AR 1 R E AR 24 B B B AR
FHL WA AT B AR A 10 T g 4 I G 1 5
A, B RS0 Z2 00 S A2 s TR RN 5 — 360 DR s g
( docetaxel , cisplatin, and 5—fluorouracil, TPF ) AN
LFR T3 S AR 01 e It oy € 793 R L e 36
77 A G B AR HGC27 4T, B 54
KA ZE 324K 3( somatostatin receptor 3, SSTR3 )2k & HY
WM VRSS2 n W T, R 9 T i A0 A
T WFSE AR I, A A T Y R A A
M JE I 1 edkl | edk2 | cdkd XARMEEIIZE I AL B,
D3 ik, FIRAHICHE M3, BEINmRNA 35, 411
il Caspase—3 Fif75 5, N8 Bel-2 3Rk, I Bax F 1
FIk A A B — PP BTRTS IR 0 25 R F
¥R BT AT Re RH W 290 At 5 3, 453 4E Go/GL A
s SHA, PE T R 1, WA R S R o MBI TR R
B B T8 PR N S TS A R A B Y R A I i
S AN EE I S5 582, T U edk2 40 )i 5 2 AT
FARPURDOEAE 0 BRI R B, WA A AT
D G/M AL, 3900 Go/ G, SR, 00 5 i 40 0
AT, N R S 2R o5 Tl a6 & 1, FAIR B 950 40 i &5
l}ﬁ,rﬁz [ 47-48 ]O
1.4 XK

SEIE SR WA T o) o T A 1l JHC A 42 5 ) T84S A
HH ) BI A P S R, B R s e AR S R e . T
5T S HH , A A 791 o0 385 A A 0 L2 i 19 g A 254 /)N
LRI PR S NE , 4] 11 40 AT 28 —17 Cinterleukin 17,
IL-17) 7= A4 R ETL—10 1953 3 , 38755 /)N BT 2
LU IL-17 . IL-10 R AE AT BT K -, &2 B 5 4=
X} T IL-10 14 43 iR SE4E F AL T Hi 22K #, vl 2R
YEYT T HH B 17 24 7 98 779 P T 248 B I A 114 I il 75
2581 WFTEEE /N BRUE 5 AR I KRR, 2 B
A7 BA S5 AR S AP R 2 AL BT A v, ] i 2R
AT, RTPTPSURPESE Je A B 0 AT
IR SRR T 18 MR IASL IR F —a ( tumor necrosis
factor alpha, TNF—a ) Fl 1L.—6 1223k , 0 AL 5 5E
FZISE, VA% 2 T s X WA i it T
X BR¥ #5 11 Covalbumin, OVA ) 555 19 /]y Bl fife i
W22 Fi , o 25 1 8 A PR 4 MAPK A5 538 86, T P8 fili
FR G RE A T AR, D L T e e ER A E & i
DU Kz Sl A8 i 90 78 5 T v S RE AR WESE R
B, 95 A A 38 A B ) JAK2/STAT3 38 4 24 3% C3H/
HelJ /NI S P20 , I BEAIRAE 28 A B KOS, BEAIG
T SR ML IR A1 0] iz 18 5E 5 T 8 1) £ TG S ), ik 3 2%
fitt/INERES I iR SR 0 WRFE R W, S A R
il LDLR™ /Iy U P9 1L 35 4R RE B 7 AN 1L-1B . 1L-6 .
TNF-a %5361k, H AR B B e 2, Dk, w5y
CATPLR ALY M 2 {0 SR TR 2B W oY L
2PESVEHPLE .
1.5 S

T PE PR 1T S FR MR IR B IR 5 9 e i HCHE
I, DA AEREA PN A= B Sh S P Ra e, — BB 10
B 3ok B A& ) I 5% B 1 B G Reie R A ST R B,
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WA AT AIIRIT OVA 5 & 10 it /)N B, 38 3 il i
HL T bk L 4 i A= % 2R (thymic stromal lymphopoietin,
TSLP ) /1% AR AL ( dendritic cell, DC ) /OX40L 3 [t
P/ Th1/Th2 S e 5> WP g ad o s A
18 3 JAK2/STAT3 38 % % 445 CD4Y/CD8* T 4 Jitd , vk 21>
X HBV-T 2 ifd i S 22 90 il 4 1, B 98 TNF—oc, T4
2 —y (interferon—y, IFN—y ). TL-2 7K, 1 5 TR 2
AN REE > WF S A A [ S A A
AN JE B, A B e A5 A R AL 2 A JH [l ifi
T bR L 440 i 7 2 B B G A 11 43 41 B, (1 2 41 )
L4 B 200 i 53 36 TL~2 FHN TFN—y, 417 il TGF—B1 53 %
HESRPE R GV,

H By A5 0 i e a1 VR 2 SPTRAE
L5G U THITSRE  dE L S PR T R R AR R AE T S
SREA BT IR -

1.6 HLEAEA

AL T8 AR AR N 7= A i Z2 S A ot
A A FH Y ST |, S 804N I P S8k 3 TSP
T, 51— RV H SOV TN AR B R 5 1Y
PN R 80 BRI, 285 37 7 A A8 e R BT 2H 21
R T DS KT BRI, R AR A B A i T 4
BT, IR IO L, AT RE S — R A L)
JHF RN It RSV FH ) AR BT 8 A ) 0 b e R,
A 38 O Nef2/ 50 504k 0 22 76 2= (antioxidant
response element, ARE ) {5 538 i #10 #i] = 95 %5 bH
B 1 R O JIEE PN R A T e 1) B A T R A AR
WL BRGSO R RO, & B A
AEVHER TR B E R A s A 45340 , e 5 G BB 1R PR
( cyclic adenosine monophosphate, cAMP AR di53
( protein kinase A, PKA ) /I B R 200 GRS &
F1( cAMP—response element binding protein, CREB )
{55 38 B, B AR ST N R N L e B AR W T 2k
AE , PEVEAR S AU Sk LG, 30T R 1 A M 1
AT sk 2 R B B P B R 0 Sy e T L
REEAPR TS FHY 460 P PR < 0 € 7 2 BK e SR L i A549 411 it
Hh 495 PE 4L ( reactive oxygen species, ROS ) ik, ikt
DAY TSN RN o s € S SO E T R =W A VA S AT D VA

JHF A8 )7 A , 58 & B, 395 F TE B R
O /N B AR B A v & BT SE AR E T i —
FALGE, Fooas AN, 95 ARG AR SIS P ELAm i 28
i R0
1.7 s

TEATAT A AT LA ) oo T Ay T PN oo— ] 2 AR
it 4 00 e, e s B e A AR A R I B T, e T A
1= 4 A 2 Ab F 0~200 mg/mL ], X a— 3 A5 Bl i 310
il R A I E A B 75.42% , B S 50 mg/mlL, % a—
i AR W PR B A R A TR RSk
R, P A A AT LA RGO AR I A5 T 0 T LA D
LA IR 7K, LA IR R B 55 25 ) I 2 e i 22 1
AHE
1.8 kv -Fug

AT AR ATV E R, 4 AR sl &
1R , B AEAVE TR Fh X, R B 0k 0 S AE - BF
GERBL, 45 T RIS, HAT 4L H 3 75 1
Frfe B v T R RN, R A b
SECHTE WP W 2 2 b R 45 205350 WS R A A
Fr A FRAR A S A S LA, 230 MRV L
W A LNz A ot 2 T R R R R 2 EK B
W AR S 7N, P A B IR RRUE s v ORI, 1+l 5%
i DR RIEF AR A 5T, AT A B S S A
1.9 HILRALGARI

WA VIE B R, AR S T
3FPE B I I/ R BB, e B S A
ARG R BEAD /0N BSR4 — v ok o It Wi 5
Pk A BRI B2 S5O B B T 2 A, 38 BT DA A 1]
2 FL PR B v T AR, I 1B A S e
TF 8 28 W, 35 A5 4 4 gl 1 A& & 3504 T 4i i 4 7
( stem cell factor, SCF ) /c—Kit{& 510 % , (£ P45 B 1%
145 143 (connexin 43, Cx43 ) MY FE3E— k3]
ok 7 A R G E

ZE AT, WA B Puer di i Bk Pt
By ok A5 A BB Ak b e | e s U T A 25 BRAE AL AE
FHAIL 55 400 o) 200 e 818 375 S5 b g 20 LA T L
MAPK/NF—«B 5B A X, Wk 1.

T w2 BRI R AL

Table 1  Pharmacological action and mechanism of amygdalin

ZyHRAE T 2 it 2R /AR I FEFIALE SCHik

et 4l AL S5 1 57 98/ LR 78 3 g/kg B IMLT ALT  AST 7 P 6]
JFEF 4k R B 10mL/ (kg - d) AR ZH 2T Hyp & 1, S0 A s A Ak /K [7]
HSC-T6 1.107,107.107°, 41l HSC=T6 /0 EF , EPUIFerdetbanis [ 8]

107,107,107 mol/L. P~ 2%
HSC-T6 107107107 mol/L. 0l Ang T {5575 Sl i (19 Ca® 5500, ikl [9 ]
HSC 5T A1 HSC 3% fh b 7

JHFET 4k RS 40.80.120 mgrkg  FEARARHEFRZL SRR 50 S AST . ALT 7K [10]
JFFET 2l R R 3mg/ (kg-2d)  HMHIHSC M T | MR RE S8R 145 Rk [11]
il £ i A IS BRAR 1Y 400,200,100 pg/mL Ml EMT i #2, T TCGF-B1/Smad {5 53# % [ 14 ]

TSR RE R MTET AL BUBERL 15 me/kg

B#AIK Col— 1 | Col— Ml #2ik [15]

BRI PR ASAE R B RS 20,40 .80 mgrkg T TGF-BI . Smad3 mRNA, {4 Smad7 mRNA [ 17 ]
PR PRAEFEBHA BRAAL 3.5 mg/d BT AT AR b T 25 e SRS A2 , ik [18]
Col- 1 724
Yrah ks AEaEfk,  shIbkor iR asE Ah /)N BB RS 1 mg/kg 3 ox—LDL B AN AL T, Yo L2 iy [ 20 ]
FEWETG P
LDLR™ /)N iU 10 mg/kg O ML I 00 200 6 % 40 i DXL -4 T e [22]
PR3 BE R AR BB /N RS 1.3 .10 mg/ (kg -+ d) FRARH v =R RS8R 4 1 25K [23]
ApoE il /)N B R — I TLR . TLR2 . TLR4 mRNA FIZE 1 /K [24]
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Continued Table 1  Pharmacological action and mechanism of amygdalin
HHE T A it 2R /AR 5 VEFML SCiik
e HuH-7 1.2.4.8.16 mg/mL ST [26]
HepG2 2.6 mg/mlL. i AMPK/mTOR 5 5 i, Sk A dn ey [ 27 ]
BH AR T
HepG-2, Huh—7 — 175 S 2 LR TRV BH A RE T L BRAIR AFP KO [28 ]
HBV i 88 T4 5.10.15.20 mg/mL  #BSMKE CDA™ THICDS" TV RE S CD3* T [29]
YRR B A
A549 . PC9 — e NF-«B Z 54U 58T, 5S4k [ 30-31 ]
RS A g AU AL PR 7
H1299/M . PA/M 2.5.5 mg/mL THEES AR A E 205, i AKT-mTOR{F %% [32]
53
Lewis FRUIE 4 Al e 201 it — JHY EGFR/MAPK 5538 I F1 Nif2/HO-1 {55 [ 33 ]
T %
MDA-MB-231 20.40 pg/mL ] ERK/NF—«B 18 [34]
MCF7 . MDA-MB-231 . 10.20.40 mg/mL 3% p38 MAPK, R Bel-2, |- Bax, 3% [35]
Hs578T Caspase—3 fllPARP
MCF-7 — TFYHRZ I DNA 235 9L, BB 4NAE DNA & [ 37 ]
MCF-7 . MDA-MB-231, — 75 A0 ) SO L , 00+ e £ e PR [38]
MCF-10A
HeLa 1.25.2.5.5.10, 34 Bax, T ¥ Bel—-2, i Caspase—3 [39]
20 mg/mL
FaDu 80 mg/kg BN HIErE ) [ RE 5 S 1) (R [40]
HGC-27 1~10 mg/mlL 5j SSTR3 454, PH4% H s A i g 1 [41]
PC3, DU-145 F1 LNCaP 1~10 mg/mlL i Caspase-3 VG 4, T Bel-2, i Bax [ 42-43 ]
EJ 1.5.10.15 mmol/L I/ HEA3 o IRV A% A F B M AI A% [ 44-46 ]
& T8 U OESSPN
A498 . Caki—1.KTCTL-26 10 mg/mL Uk G/ MEAGIIE, FIHE 53 o5 Fllab & i [ 47-48 ]
e I it /N BRABE Y 0.015.0.15 mg/mL.  FIHIL-17 . 8 TL-10 Z5EA Tk P [49]
VR Ry ER A i /N B TR — ST N TP 98 A I, JH A S5 i [50]
SR N R AR 2.5.5 mg/kg I TNF—a FIl TL-6 925K [51]
S ACE I W /N BRASE Y 2 mg/kg VY MAPK {553l i, i D e sk E AR [52 ]
JE A 5
C3H/HeJ Wi /)N BRASIR 60.90.120 mg/kg il JAK2/STAT3 il i#% [53]
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Clinical Research on Shudihuang ( Rehmanniae Radix Praeparata ) and Commonly

Couplet Medicinals in Infertility

LIANG Jiaqi', LING Na®
( 1.Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China; 2. Affiliated
Hospital of Liaoning University of Traditional Chinese Medicine, Shenyang 110032, Liaoning, China )

Abstract: Infertility represents a complex condition characterized by fertility disorders. According
to traditional Chinese medicine ( TCM ), the core pathogenesis of infertility is attributed to “deficiency
of kidney essence and imbalance of the Chong and Ren meridians” . Shudihuang ( Rehmanniae Radix
Praeparata ), derived from the rhizome of Rehmannia glutinosa Libosch. or Rehmannia glutinosa ( Gaetn. )
Libosch., was first documented in the Illustrated Materia Medica. This herb targets the liver and kidney
meridians and exhibits therapeutic effects such as nourishing Yin, enriching blood, replenishing essence,
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