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Research status of Chinese medicinal monomers and formulas in the intervention of

postmenopausal osteoporosis
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Abstract: Postmenopausal osteoporosis (PMOP) is a systemic metabolic
bone disease characterised by significant bone loss and deterioration of
the bone microstructure. Although traditional anti — osteoporosis drugs
have been shown to be effective in preventing and treating PMOP, they
can also cause various side effects. Traditional Chinese medicine has
been used to treat various diseases for many years and is widely used to
treat PMOP due to its high tolerability, low toxicity, good efficacy and
minimal adverse reactions. This review summarises the mechanisms of
action of PMOP and the current state of research on the mechanisms of
action of commonly used Chinese medicinal compounds and combinations
for treating PMOP. The aim is to provide ideas for the future clinical
treatment of PMOP and related basic research.
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A 22 5 B T B MM AE ( postmenopausal osteoporosis, PMOP ) J2& — Fif
2 S AR B s , FLARRAE S B A G OUL 25 4 AL AN 2 2
S R T MR R e LR AR R R . g,
PMOP 52 35 43K 2) 2 {C i) 2e ik, 550 2 LA 2 7% Kl PMOP iy 4k %
FYTHMER L 1/3, 7 WAL T PMOP f&3% i/ & i . H
AT, I R E 677 PMOP g25) 2 DL B 9L = 259008 1,
{BAEVR YT 0 (Rl I W AF AR 2 Fh 2500 A RO . 55 AT f8 A 89 74 24 41
AN G IVREZT) AL STIRU NN 97 WAl S0 e 2 LYW 0L S WoE 2Tk
B KI5 R AR RFERID D, e bem . HT,
] A3 MG RN 3125 W) 2 251 22 f BE X v BE 25 T 15 PMOP
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17O O AU TR E R O T i —
AR B 2 SR ) 52 U5 7E PMOP 3R Y7 Hh i BUIR A
FI S R S PMOP (3 i FR 1 2 i 9F 5 42 11 AL e,
SO b 2 B K 52 07 AR IR T PMOP A i A HT L il
AT T 4R
1 PMOP & fmHLE

PMOP {9 il 5 it 2 3R (7 AL 4
ISR S TIAR DG, T A PN 23 0 25 AL Y DR 3%,
WME K TR i B IR LA —
SEAEIR I B, OF LT RE 52 B 5, R 3 WK P
SV BT R WA B S 2 4
AR E EAL] , 6 455 80 40 M | 1k 40
AT MBAEN N Z R A2 S T4 E RS n
AR E B RS ST A T A4S o DR 2
I ABJRTE MR 2230, W OR BRI 2 o e e, B
W, P ECE R Bk, T 3 PMOPH T
WEDRICER U8 e B A A b R i AR —
J3 T, WEVCER AT LT g i o SR 400 R B R R SEE
BRI 75— D T, VIR AT L0 o A A Y
PEo A, PMOP 11 & A= FlUR J IR 5 36 2 FP 5 53
B, WA T - kB ARG AL R Tl 44 (receptor activa-
tor of nuclear factor — kB ligand , RANKL) /#% A+ — kB
ZARIEAL IR T (receptor activator of nuclear factor — kB,
RANK) /B 1447 & (osteoprotegerin, OPG ) {5 5 iifi }% .
Wit/ — catenin {35 S B Notch {3 5l B4 & 4
2 RANKL/RANK/OPG {5 5 i % 7 PMOP [
BRI R R AR . 828 )5 Lo VA P E
PR KV 2R T B, 5 | S SR 200 0 I 4 e <
XF RANKL (235 L, [Fla 4l OPG 3Rk, #i1%
RANKL/OPG FC AR T, 5 240 1 4 &40 J A il 4
i T ) RANK 5 RANKL 7873455 , 4% 1 4ie F g
B AR LA A AR R, i — L
PMOP i 25 1K Y /K 7 7 & 19 28 1 5, B 4 e
R -1 AR -6 MR IRIEH T - o 55, X 8
AR PR 5 n] DL R A R R B R 5T AN i
RANKL, [d] i #1 4] OPG #9734, M T 3¢ 5% RANKL/
RANK 553 & A 75 P , A 2 A1 4 1 T2 ol R - it
e, FHCERELT . Wnt/B - catenin {55538 H7E 1]
FEJTT 20 534 Ry S AN B P e AR Pl A AR
Wnt 8 55 E Y Frizzled 52 A& FNAR% IR 8 H 52 4K
F5% % H 5/6 (low — density lipoprotein receptor —
related protein5/6,LRP5/6) 254, G AN 15 5, {#
B — I HEH (B — catenin) 1L 4l 5t o BUR I HE A
W, B 55 55 F TCE/LEF 254, 2 T 98 35 40 L [

M35, Pe kB AL G 58 ok, AR5 MEBUR
IR B mT i 5 22 R s ) Wnt/B — catenin {5 %5
T, QORI Wnt {5 538 A ) 24 B e 3k, AR
HSEEE Sl B s o B, Noteh {55
T FEAE R AR AN SE 5 A AN O T i A rp ) E
PET B, AR 2, Noteh 553 AT 955 5 4 (6]
FU 5T 240 M 1 S N R T A M A 4 28 i
FIKF T KT B Noteh 5558 15 14 B, {8 B
7] 76 Jo 400 S 0 L e A 2, AR 3 A 16 T,
S TR o HAh, PMOP [ 5 /L 4 JE AR ] 15 24
R E % AL B H I ¥ ( mitogen - activated protein
kinase , MAPK) {5 53l % Janus 3G / 55 5% T ) 5%
SRS AT (Janus kinase / signal transducer and acti-
vator of transcription, JAK/STAT) {5 51l I 46 %, X
SB {5530 B A LA E, A S, R R B AR A ) A
TR R AR AE R T LR 4L (osteoblast, OB) (Rl#y
ZHif1 ( osteoclast ,OC) a% B8 8] 78 5t T~ 41 J2 ( bone marrow
stromal cells, BMSCs ) [ 53k i AE K ) A5
2 W EERYTT PMOP

HHR (glyeyrrhizic acid, Gly) J& M H o S2HU
— i FEE Y A DR BUREE DU EE 2
AEPTE S YIN ST Y K B, O ) B R
(ovariectomy ,OVX) /N £ Gly (0.4 5 8 mmol - L")
TBITIG BT 2 B S 1 R TR 6 3 W 3 IR, G 4k T
A0 4% [ F 1 ( nuclear factor of activated T — cells
cytoplasmic 1, NFATcl ) 3% ik /K 3F 73 5 ol 1.00% |
0.53% #1 0. 20% ; 21 e 751 FBJ ‘& (A 9 JE [ ( cellular
FBJ osteosarcoma oncogene, C — Fos) 2% ik 7K 343 7]k
1.00% ,0.69% F1 0.24% ; HU W 11 B2 IR M 0% IR I
(tartrate — resistant acid phosphatase , TRAP) F35/KF5
R 1.00% .0.45% F1 0. 62% ; [ 45 2% 57 14 ( calcitonin
receptor, CTR ) 3 35 7K ~F- 73 5] g 1.00% . 0. 43% #i
0.30% ; 40 21 35 H B K Rk K F 2090 5 1.00%
0.35% F10. 17% ; BB A B ¥ — PR = W R I 1. 1%
d2 (vacuolar — type H* — ATPase subunit d2,V — ATPase
d2) F23K K435 1. 00% 0. 47% F11 0. 18% , [al i,
Gly ATHIRE B IS TkBoc A, 75 20 min BB 41
585 25 ARXT HE R G8 K430k 23% F112% ,ERK
BERR ALK F-HE 10 min B 43 5128 20% F1 50% , INK [
BERR AL K- 22% F1 48% 1L 5831 2% b2 R H 5
2B (¥ P <0.05) , 3X 36H] Gly A 28 NF - B 4
ML A {5 S 98 75 1% B ( extracellular signal — regulated
kinase ,ERK) 1 ¢ — Jun 24 3L K Ui 4 ¥ (¢ — Jun NV —
terminal kinase , INK) {553 % T I8 SRR A
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A RSO A 2 L RS B AT, M AT Sk OVX
ANEUE R, TANG % BT R B, OVX /N RZ Cly ¥
STIG, BB 2 5 45 25 20 NFATcel 33K 7K F- 43 0
5.16% F110.98% ,C — Fos Fik 7K 5358 2. 35% Fi
0. 81% ,Trap Z2iRk7K 4358 2. 18% 1 1. 26% , Ds —
stamp & ik 7K 40 51 SR 12.45% Fi1 1.59% , NFATcl |
C - Fos Trap Fl Ds — stamp [t FE ik g & %1%, H e
S5 OVX N B B R IF G B/ NS H e S it
v EEREAGIFE (Y P<0.05),%W] Gly 0]
T NFATcl .C - Fos \Trap £l Ds — stamp B¢ 25314
B AR RRE Sy, 2 OVX /N ERAY B 2R TS

HAMRER (puerarin, Pue ) J2 M Hp 24 5 AR v 73 B 1)
AP AR E Y . QIU &2 gy &
B, OVX REZ Pue 1697 5 il o, LB ZH 5 25 25 40
PRV SR BUKE- 73502 15. 23% Fi1 20. 09% , F fie K
ARATARRT ZKF3 508 113, 27% F1 135. 34% , H/NGEER
HIKSE20 51 4.25% F15.39% , B /N 43 85 1 K F
SR 0. 19% #1 0. 35% , E 481 b 22 R ¥ A S it
FR (Y P <0.05), K] Pue AT H B 45
14, 4 OVX KB £ % . ZHAO 4 5 & 3L,
OVX K Z pue JGI7 )5, ‘B 45 Z (bone gla — protein,
0C) B Wt R i ( bone alkaline phosphatase , BALP)
AT ABURTRS IR N 3 ET K (procollagen T N — terminal
propeptide , PINP) 1) & 1k ¥ B 1 4 5, OC 7R AL 4 |
VR 2 20 i ) i 2 AR K43 5 Ry 1. 44% (3.3 %
5. 10% ,BALP FERE R RG] 2 A e i 2 320
HKE4r 51 3.70% 7. 01% Fl 8.22% , fE48 12 1 7%
S G E (X P <0.05) ; PINP fERCRIZ] K
FR R 2H A e R AR K- 5090 57 55% (47 76%
H142. 86% ; [RIN2: Pue 1677 J5 OVX R BUH % HE W i
Tt BHAMAE I B EGE, it v L ERIA
Giila B (3 P <0.05) , 45 R K ] Pue A g i 2
P A AN O 2 /55 e 5 S s I 1 3
T PSR PMOP 2GS FAEH]

AT (Teariin, ICA) J& —Fh NV A2 M W)
SEIBC PR LAY, B RS S0 D RE B i A Y
TR MA SRS 2 B, OVX K L4 1CA JRYT
Jo MBI 5 45 25 2 NFATel JK 773 5] h 3. 95% Al
1.56% , cathepsin K 7K 43 5| & 3.80% Fi 1.86% ,
RANK 7K 535020 2. 21% F1 1. 39% , TRAP 7K F-43- 51
N 2.81% F11 1.59% , NFATcl , cathepsin K, RANK #J
TRAP 3Rk B2 T, gt L EZ R A 51T
FRSL(H P <0.05) X LR ICA AT LI o 400 il i vy
AN B 3 B T, T OVX R B B 25 5k 1 e

ZHANG %PV RGBT ICA T3 OVX K EUG , I
AL EH Runt #5655 5 AT 2 ( Runt — related tran-
scription factor 2, Runx 2) 1 | B R HEH o2 4% (col-
lagen type I alpha 2 chain, COL1A2) 7K {2 #2051
T 5 45 2541 Runx 2 JKF-53 53] 4 0. 64% A1 0. 99%
COLLA2 /KF-434 2 0. 35% Fi1 0. 64% e 552 2%
ARG R (Y P <0.05) {5 ICA AF20H ML i
rholfE R TA RN E R AL, UL B ICA A] LU i i R 4
/T - kB Z AT T RCA(E S ie i OVX
REBBEIES , daE OVX REE .

fi BEA ( Leonurine ) & M 24 25 £ 5 i 4 BUHE 1
RIREL K-S W, BA T AL EE . A K s £
ZHAO 25 B 58 K B, 26 B0 T K BUE B b 4 B
I K BB 8 18] 55 5T T 40 i (- rat bone marrow -
derived mesenchymal stem cells, rBMSCs ) J5 n] DA{¢ i3k
rBMSCs S5 HU A 3L , [R] i 1BMSCs H 3 Wi AH 5 25
[ 5 (autophagy related 5, Atg5) | Ate7 ARSI EH
1A/1B - #24% 3 (microtubule — associated protein 1A/1B —
light chain 3,LC3) ) mRNA F14E (A K B2 E
P, 22l 1 rBMSCs 1Y H Wi, K] T 25 BE R AT DL
rBMSCs ' fj PI3K/AKT/mTOR & 5 & §%, & o
rBMSCs [i1] Ji 1 40 M 5346, DT & #5360 97 B o B A 1Y)
Y.

iz 4 ( Curculigoside, CUR ) J2& A 24 {1li 55 H 42 B
AR W, RA PR PUEALR T s
(EfE . ZHANG 261 5 5% BBk od 30/ BURE A )
MC3T3 - El i 4iii &4 CUR 1%l Jjg H X kA fE
¥ 01 (forkhead box O1,FoxO1) FIAZA F E2 A3
Kl F (nuclear factor erythroid 2 — related factor 2, Nrf2)
KO3 R BT AL 5 45 25 41 FoxO1 7KSF- 43 51
0.39% 1 0. 53% , p53 7K~F-43 524 0. 90% Fi1 2. 43% ,
N2 KT FoxO1 BERALAT- 585 F 1, e 5632 I
ZFRAGIT R X (¥ P <0.05) fedt FoxO1 #£5%
£, W T CUR 38 i Bt A Ak AT il o & 25375 5 1Y
Akt — FoxO1 3 % 1) B B2 A6 K By 1k 2o 5 65 5 19 /)8 B
FNANMEL B 255, REAS W] 2 22 Ak th Ak 3805 R I Ak
BTS2, DI A FE 10T I A P T A
AITEH]
3 HRHE IR PMOP

ML HLIA ST PMOP AR A By s,
TR BN . LIANG 2670 58 % 8L, OVX K
BRSNS IR L BALIR YT )5, pS3  p21 Ay AT X 3 H 3Rk
KV 525 T i AR 2 ARG e 2H 0 R R B2 pS3 K
S350 K 2. 84% (2.57% FI 1.57% ,p21 K43 5



Chin J Clin Pharmacol

1631

Vol. 41 No. 11 June 2025 ( Serial No. 433)

% 3.41% 2.61% A1 1.81% , [ Bt [1 5 A7 26 & £
LC3 . H W #H ¢ & 1 Beclin — 1 ( Beclin — 1 autophagy
related 1, Beclin — 1) fll Yes #3524 H ( Yes — associat-
ed protein, YAP) iR & b, fEGe i B2
SRR G AR (Y P <0.05), H4& & 1 4 i
JIFNA AL 1A, R /SR b B LT S YAP - B g
B AE 27 B i () 7S BT T 40 MO 2, AT 0
BRANAE o

SR U AL e 44 254 B 1L AT Ok , WEN
SECURSE R B OVX K RZ R B Ak T WG , B W 45
4% M 4 (fatty acid binding protein 4, FABP 4) Fil1: %8,
AL BEAA T8 5 ) 38005 SZ K v ( peroxisome proliferator —
activated receptor gamma, PPAR~y) /335 B g 7 3, 1tk
Hb, s B ok i LAE S T 94 p38 Bk ok By 1k g i AR
5%, R U o i okon] A BN SR ROk B B
B o

FENG % §F9¢ & 3L, OVX K B4 2 AL T 3
Je, KRB B — 28k s Ik (B — CrossLaps, B -
CTX) A1 BALP 7K {25 A, B RY 20 AR o 2 A s
A4 B - CTX JKF 20 5 N 0.70% | 0.54% Fil
0.54% ,BALP /K43 5124 0.49% 0. 21% F11 0. 21% ,
gty FERA G E L (Y P <0.05) , 5%
JERE R R AR T . MAME AR R R, R
VAL Al i@ B E g R -8 (C - X = C motif
chemokine ligand 8 ,CXCL 8) ' FIRZERE o —2A 2K
(adrenergic alpha — 2A receptor, ADRA 2A) .C - C &
AL IR T 524 2 (chemokine receptor 2,CCR 2) 755
AR FRB AN B Z 5%, NITIEST PMOP,

LUO 45 BFE 4 B, OVX K R 2 B 1A S 5 T
R A TS, IS KA E H 2 (bone
morphogenetic protein 2, BMP2) . p - SMAD1/5/8 #1 |
Ui B A AR S W) [ Runt AHSCHE 561 2 (Runt -
related transcription factor 2, RUNX2) | & 4% Z ( osteo-
calein, OCN) ] 8 3K 1 8 2 Ty, B i 1a] 58 o 1
0 T 1S AR B 2H 5 v R A BMP2 R 5k K- 43 i
34 0. 38% Fil 0. 86% ,P — SMAD1/5/8 22k /K408y
0. 16% F11 0. 65% ,RUNX2 F ik K437k 0. 36% Fi
0.97% ,OCN kK401 H 0. 53% Fi 0. 75% . i 1
NEAHSCHR &4 PPARC RAHXS 8 (1 3RA K B2 PR,
PPARc ik /K F-43 1A 1.43% F10.95% , 1£ 5512
EEFEAG T EE L (BP <0.05) 5 [F] R4 P 5250
W], 0VX 551 SD KBl OP % U A0 45 B %5 J& F i
WRZS 4 32400 B AR 5 8 F MSC 43k L0 32 45015 O
WIS G2 i , W1 T Ik BH A 259 3 25 103 FI 259 B

WG T BMP - SMAD {5538 i, fie i T BMSCs
AR A, 3R] T R A T R 53R T PMOP
AIFE

AL BT & B AL R R R A A R
M IEAEIGYT PMOP F85 150 20 A0 BR2H 1) 08 38 0
Tk 87.30% F1 71. 43% iR 55 40 Y7 300 T 4T B4, i
SeH B B B A B AR AR SR AR A B
IR B3 . 3K H SR BP9 & B, JH 20 5 K A
20 g qd IGIT B B AAGE B, 3 D R g
Xt BEAL A BT P45 (reactive oxygen species, ROS)
Ayl S (415.27 + 89.61) F1 (784.59 +106.84 )
pg - mL™" J&H B % (bone mineral density, BMD) 4§
o504 (0.87 £0.04) F1(0.77 £0.04) g + em >, i
HE BMD 354043 5~ (0.99 £0. 04 ) 1 (0. 86 £0.02)
grem C EGIT ¥ EEFHAERITFE (Y
P <0.05) ,RPIZL 5 R REWS 4% HIF - la /M2 HY
SN 108 =t i D5 2 o= T VA £ )
E

ZENG “7 B9 % 3L, A7 VARKT 35 OVX K Bl
RIS, R T OVX /NER B 2%, 30l i 41
JHL R 185 0 R0 B ey A A Y s b, B2 R R T p - p6S
NFATel #HZRIEK ARBIH 525254 p - p65 3
KK 0. 42% F1 0. 23% ,NFATcl ik K4
A~ 0.75% F1 0. 24% ,1KBa F£iKk/KF4350 K 0. 47%
0.61% , 3% LR T «B M 5 o (NF -
kappa — B inhibitor alpha, IKBa) B ik, 7TE4L 1%

FEA G EE (P <0.05) ,&W] T A H0E

i NF - «B J8 g8 4m ] RANKL 1755 19 7 4i e
AT PMOP,
4 iFig

BEE BN D E AL i 3 1 45 ™ 5, B B
FATE B 9 SRAE B A 3G N, 54t Ss 2 Tl ok 1 U0
M . Y 28 5 i Lok e TR R 2R B B4
oy i ERX A . BT, R A T2 IR
YA RN AL R 2| R ™ R I K E.
il R _F PMOP 15 3%E 25 W) XURE R £h 28 25 ) , 3 mJ
RESx 7S H I B 25 W) RSO, e A PR 3 i ik 25 24
AIRE R B W, A SRR Tk E R Y
PMOP 1y 3C &, & B b 25 B K Ak & W) #0052 J7 X
PMOP (1457 2%+ 43 AT W, [m] B o B2 2535 97 PMOP 11
Pl Rtk 230 2R IHEE ORI
o Zf BT R EET B RF Py R
J5 ] LA 3 AN [ i AL 6 PMOP A 18 35 1 ¥R 97 1E
L B AN ARSI B, v BE 25 5 X AR TR
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4 B AR A BT ST oS e T, A OURT IR
B RAS R s e B R Y A RIB I RE,
i FJ LAl A T P T 51 S R A A AR, R
— B g AR T U i o BRK AR AR
IR 240 i =2 18] ) P A o, 280 R A9 1A N A1 52 B
Bk, v e 23k 2o 1 s D5 20K e A TR B
A AR L SRR IR R ME SRR R A D RE

25 B5ih PMOP (07 k Z F 248, AR T
T2y B AL S RN 5, i AL AR R 2 A
FBeo BEOh, B R HEE AL Gim sh A, W Rl T I
B PEPRAE BIR YT o TR, Hh R 2408 m] 55 A 5GP 25 Bk
BRI A B T ORI E R . 5 H T
PRSI R 22 BEAS BN IR 97 I )0, 20 B 69 2
PIbR S A H R, o7 88of i B ik — P IR .
TEA I W WF I8, LA B BEAR S ik i B2 2 T B
Mo T TR T PMOP [y 25 50k K AT 3040
IR I e WA SO PR o R 25 ) B I R Y

2
H /& o

23k
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