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F3 R AUNNIR D5 %) 22 2 O B E3 Sk v ME T R - T B R
TR T BRI B R AE S A5 N R 2
FHIGIH 2R I8 152 1

SR, HE, BWRE, T, skeog X
L IR ITHP R 2GR, SRRV WS R T & D X4 24 5, 1500405 2. eV BE 25 2= B g 5 — = B

(HZE] BHE MAEEREFTERBEEDEIRITHF B IR T &9 % E0 L0 ME SR £ - Z IR
AT T RAER AR . FiE K R BAALE B4 T 3 AT 4 69 SPF & SD K R 30 R 5 SPF & A SD X
FISR, THB18: 002 : 1HIA& %, KB 8: 00MIME RN ETIRI K EHT LI AL A4
WRFO0.5K, EHRMAIORER, EEIRF 0. SREFE KM, A EFLH, BRI, FRiuirky s, 4410
R, BERF0.5KEFH13.5K, FIHIkF T FRs ek 5% 26.6 g/ (kg-d) #F, X2k, &
B4R, ERAFEAARN TARLRIn/AET, BREFA), AABAFZRABIKRETSRES
13.5 RIS B AR EER (DHT) Fik B E (INS) MAEEHEL TR, 35 EF R B0 EGBEE-HE
FIRSUA T KRBEAL, SR P 13, 5 RaF 5 R AT 2 R #) H 42 K38 (OGTT), #A&M 0, 30, 60, 90. 120 min &
S dEK P 4k % 14.5 RIA, ELISA x4 Z R ik 28 (P,). =8 (E,). £HEKEHZE (FINS).
amien%6 (IL-6). MEBIRLEREFa (TNF-a) K-F, FitFMEZHRIEH (HOMA-IR); MR F RAE A
FEREL, WHHERAFER, FHEEYE; HEEAEMR T TUALBRELLE; qRT-PCREAMNFE AT EHRF
1-6. Tnf-a. @fm¥ps BF (Lif). FIREKRE 10 (Hoxal0), HEILEFTHESEFikam i 2 (Pri8a2). M
BEHAKRRTLLEG ] (ghpl) mRNA KA, R HEFHAKE, EAMAF K L0, 30, 60, 90,
120 min B 2 453 73, R Z R A HOMA-IR I3, F¥HEBER S, oiF PP, EKFEIK, IL-6. TNF-a.
FINSKFHZH, FEas+I-6. Tnf-a mRNA £iX 95, Lif. HoxalO. Prl8a2 mRNA F& X A& (P<<0.05 2
P<0.01); FEHERL, TLETHEAASAPIR A, EBEFTRVALFTARRE, BAD AR S,
BOMIEeFr e 3R % 5 SmBEHE T T TR E G o, SR MAH SR EW, 7 5HAe, A4, @K
REARMNEN, MBS LEZHE, RELE@RZHE, SERMLE, FBiumikragd L 4E0, 30,
60, 90. 120 min BY 242 ¥ 4K, &7 £ X HOMA-IR B1&, T3 &S S, FFP,. E,LRXTFHAS,
IL-6. TNF-a, FINS/K-FMAK, F &8P -6, Tnf-a mRNA & iABAK, Lif. HoxalO, Prl8a2 mRNA & ik 73
(P<0.053% P<0.01); F&. EBHEANEATTHERERESHARIRE, Zit Fbiuimks THIK
S ENEBEAIB[ER T - EFRRATEARRATE, ENHTREMFHEERE MRS T TARE
2 S F T MRS RS A X

[K@IA] SR Embie; SMEEThE; MEZIIT; A7 Ao, XERT; TEARETHR

Z PO B ZE 5 1E (polyeystic ovary syndrome, WLt = R AR A 8% ~13% ' PCOS £ i3
PCOS) Z—FZHER . BRNAREIE, EFR TR R AR 5 R ARPT, WA A&k . i
/L B . ZBEIGIRRIN, ARURWIE & AL~

EEWH:FEXE A RP34 (82074259, 82374286) ; B Iy T8 PRI % (Y RV i 2 ) 15 A R e A
AU B B SR (R B 25 26 (2023)36 %) s R VT P R 25 o )
o g S A S B ] PCOS SHL I 7= 1K 30%~50% ' FEE 24397 i
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JRASTRC R E . ERA ST T EREZ A
WEZE5G, AN PCOS F1 A3 i M i R - 19 5 KAL)
BH A B AR LR, A LD
B A AR . R, e AR LM
B U ARG T WoR, AR ALINER X PCOS
FUHAEIR ™ B YT RO AT, A B T2 A I RE
R, UCEEEKY, RtLetim, mefRERSe
IR R -

PCOS FE 35 UL 7™ 1) DB Jirt A 2 B 2 /88 5 )
RE PR AT, b7 F P BT B R A R BE S A Ak i
. FENBEZEIRT . MEKTFFESA
O i e R Ak B T e S UG LK B A2 R AE
PRSI " FTHABESY Y SR, R IRE
B Z BT R 7 kB (NF-kB) {553, T
FPRAE A DI R S BT 5 | & RAE RN, 17 1
B E NI RE RS, 2 S 2 PCOS BAE I £
BHNREZ —. NF-«BfE 5 HBEHE S, A E 4l
iz 6 (IL-6) . MIEIAIEH F o (TNF-a) SFR
JE P Fad BE ek 1, MiIL-6, TNF-a A PCOS &
BV RIS T RAR G Eg R . Wik, &
A5 30 2o W5 77 it AL 7 % PCOSS 1=y M 8 35 - Jik
S BRIP4 K BRI RE S A8 DY B8 32 Pk
LA FRIBHIFW, WL IRYT PCOS B i
PR AT REAE AL, SRy R R I FH £ AL S 56 4 4l
AHFST EL T o B VT A IS B R A B B 2 AL
S feFE (2021) 0895,
1 #R5FHE
1.1 &4

TEI SPF 20 METE SD K30 H, 7~8 A, 1k
Ji i 200~220 g; A= G fiE 77 1E F B SPF e SD K
1S H, 9~10 s, ARFH 250~300 g, FHJHFG/R
TEEERFR =M E 55 e B gt SEg sl A 1l
WS . SCXK (M) 2024-002. A K EUmEFE T2
T R 2R EM RS — BB 2 253 (AR
SPF BN sesh s, IR 20~24 °C, 18 55%~65%,
AR, 12 h IR SEREER, KRB ik
EARK .
1.2 %4

FIRIUIMBR T2l : 22+ 50 ¢, FRAF4HE20g,
ZEWT20 g, FEAP20 g, BTRCER (JEfL) 10g, 24
15g, GAR20g, WME15g, %220g, EE30g,
B 15 g, 102520 g0 AKATHIFH i BT R 2y
KM R —BEpe Rl 2y 3 R4, JiE ks R 2Ok

H11.66 g/ml, 4 CIAEE
1.3 EZZXA5E

WA W] (DHT, fit*5: D-5027). —Z 5 fE
% 2 & (DEPC, 1% 5 : SM-V900882) , Sigma-Aldrich
oHE; BREE (NS, b5 LVG4P48), FHEitHI
WETEAE 22 (P, $8% : ml002894) . M
(E,, %% ml002871). INS (%25 YJ302840) .
IL-6 (5% 5 : YJ102828) . TNF-a ( %5 : YJ002859)
ELISA il &, LMk YRHEARA R 4%
ZEWEE (185 . BL539A), Biosharp A Fl; 73K
ZY g (85 C0107) . ROl (155,
C0109), HRRAEWH ARA MR ; RNAiso Plus
125 9109) . TB Green Premix Ex Taq II (75,
RR820A) . PrimeScript RT reagent Kit with gDNA
Eraser (575 : RRO47A), FHEAYHER(ILE)
R,

EHMAEWHL AL (B5 . KD-TS3A) |
YLV R AL (LS . KD-BMIIL, BLIID),
BHEAYER RS ARA ] AR L (A
5 . HistoCore MULTICUT) , Leica NT#l; B ik45
(#15. BX53), Olympus A H); FEFRIL (A5 .
Infinite M200 Pro), TECAN/A®]; B.0HL (H5 .
75007201), Thermofisher 275 SZHFHE%E & PCR
1 (B CFX96), Bio-Rad 2\ H]; #6E PCR A
P (B5. 3BT9610), SelectCycler I 23] ;
RO (B15 . K5600), dbatElEE
HERBARAH,

1.4 sSh¥hoaRERT *

P 1 A B 7 PR R L LS, iE S A
SE AW, FTAH 18: 00K 3h R M A H Ak
TSl 1% 00 A O R RS M K R 2 1 S
&, WH8: 00X M RIEATHIE R R, B~ g
Kk + H WL PE R RS 0. SR, L3R4 30
AR, W BT RIE S A IE R A . BRI |
FEMG IR T 40, FE2H 10 H o TS K5 B AR i S
RTIART Y M g5, A A DHT HTINS i 5
TESFALET R, H7 PCOS i e R - ) KA
FER AL, BRIEW A4, HAMA A R A EReE
7.5 KREH13.5 K, F DHT % T 2 k3 b g 1) il
LY FE R 0. 01 mg/pl W, JFTHHS8: 004%
1.66 mg/ (kg+d) MEWETH 1, 55 m MEWCER 1L
i O R BE JBE S INS 6.0 TU/d, T4 H 8: 00
F18: 0045 ES 1. BIR3 IU, #5505 =K
P B A R U A ER KT T i AR B R K



‘? E 2 E 2025442 A % 66 155 3 W Journal of Traditional Chinese Medicine , 2025, Vol. 66, No. 3 <277 -

PUAERE A P I ARG, DA ™= 5 I A
RN, ZRAS0 AR D RER ) Y, 1
2R RURIISHR) A3 3 4 H 8. 00 I s E ST SRR 2
BRI, TEEH 8. 001 18: 00 @ Ji vE 5 S AR FH AR 1
KL 1K,
1.5 %H%hrnik

ZRAT RS 0. 5 KRB 13. 5K, % (ZHRseEs
Ty U AR BUAR R AT 3 R B, K
RAFRGI 2N (BRifER A 60 kg) Y 6.31%,
TR AU T 417 A2 R AL 7 2575 26. 6 ¢/ (kg-d)
WE, BHR B 1R, ES14K; IER A
R A 2 FRUIRIAS T 4 ml AR BRER K VE S
1.6 MARIRAFA Ty ik
1.6.1 wIRHHHEMNZXE (OCTT) LLIREH
13.5 KRR, XA RFREIFICs%; KR
WA RE, fRERm, EH7 5885
B BURERIK, R BT S B B I s, A
2 MR NS (FBG) K5 5 LA 2 W V4% 2 g/kg T
B e nitar, ko, 30, 60, 90, 120 min
) XA VG
1.6.2 ELISA k#m ik P P,. E,. ® MM EHE
(FINS). IL-6, TNF-a7K-F 7ELEHRES 13. 5 Kif I
YRR R, TURORE 14. 5 R PR IE 1 4
10% /K & FAEE R 0.3 ml/100 g JBR R 22 BT #1
ORI, 4 °C. 3000 r/min 250> 15 min (B.02F47
10 em) , 4385 ML J5 R T-80 ‘CUKAR o Tk ¥4t HE
ELISA 3 571 & Ud B A5 UE AT A A I 2 Bt ¥ p
P,. E,. FINS, IL-6, TNF-a 7K, FHit5EE R
PUEE(HOMA-IR), ENHOMA-IR=FBGXFINS/22. 5,
1.6.3 WLERZRIEIEHE U AT A F3HE
B D WESR I 58 B I TR R S 2 BT ARG
MBI SRR FE Eif . RS KGR . Ead
MELT B RARIEE, TSRS RGO, C IR
B IR ARG O, AR, TR R
FPSEEE IeE. P, s R4y, WG
AR K/N—SHTems I, W IER G, T
BT BRI, imbas R AE, H5IER G AL, Sb
L™ 6 I ECIRAE, IR A AR s B A
Al DL RIRIE M JCeSG , WG . R
ALFE AR AT ARG o 7% (%) =% K I IREL
o/ (ERAGECE+IE W IR EUE) %100,
1.6.4 HEZEWRFTHELRAHMS HHDK
S i IR 451 8 8 1 AL BUH 4% 22 58 W 1]
FE, BB O, A4 pm AIEDT R, B

kAL, FRARRYLA 10 min, HFRAKMBE, Hras
Jet 3 min, K. B, BEE R IFE SR IR
17, WA T AT 5 L2V BRI
1.6.5 qRT-PCR & #n T FHR ¥ -6, Tnf-a.
& f R H BT (Lif) . BIRAERE 10 (HoxalO) .
I ERHESE R am i 2 (Pri8a2). Wl FH
A¥HEFLELEG ] (Igfbpl) mRNA Rk B4
TEHLURIRNA, 17 cDNA UG n, e
ASERF 96 6 5E 1 PCRAX 37 °C. 15 min, PR
85°C. 5s, W/AMEE 4 CHHR . ME cDNAWKE,
W FRCE R NVARR, RIEFHIS C, 30s.
95°C, 5s, 55°C, 30s. 4°C, +o, NEHEHN
Gapdh, 83 2702 Tk A FE A XS Rk i 7]
Y g A TAEY) TR A RA R G, 5191
ISWUE 3

K1 ERTEHALT N6, Tnf-a. Lf. HoxalO. Pri8a2.

Igfbpl qRT-PCR BB 1455

Table 1 Primer sequences for qRT-PCR of [I-6, Tnf-a, Lif,
HoxalO, Pri8a2, and Igfbpl in uterine tissue of pregnant rats

EIRZE 519751 PRI

Gapdh _Rii# TCTCTGCTCCTCCCTGTTCTA 121 bp
T GGTAACCAGGCGTCCGATAC

1-6 i GCCTTCTTGGGACTGATGTT 95 bp
T GGTCTGTTGTGGGTGGTATC

Tnf-a R ACCACGCTCTTCTGTCTACT 115 bp
ii# ATGATCTGAGTGTGAGGGTCT

Lif L CGCCCAACATGACGGATTTC 226 bp

T TTGTTGCACAGACGGCAAAG
Hoxal0 ¥ TCCGAAAACAGTAAAGCCTCTC 127 bp
T GCGTCTGGTGCTTCGTGTAA
Pri8a2 -3 GTAACACTGGTTGCACGCAT 102 bp
Tl TTCAGGTCCATGAAGTGGTGG
Igfopl 3 TGTACTAGAACCTGCCGCAC 126 bp
N AGCAGCTGTTCCTCTGTCAT
W 16, AANEANE6; Tnf-a, MEIRIENTF a; Lif, FHIL
JRAMBIHF; HoxalO, [FIIFHERLH 10; PriSa2, HEFLEH K8 LK
Wia iR 2; Igfbpl, WERFERFEARKEFAGHEAL

1.7 %itsriE

K JH SPSS 25. 0 Fil GraphPad Prism 9. 0 54847
Bt ot IHEFRMT A IERS T, DI bR
M2 (xss) Fom, ZARCECRHBRREE T 250
Br, AR ZEILE, 253 R LSDS:, Jrk
AN 553 % H Tukey £ 50 5% Dunnett £ 55 o 11450 %k}
DISIEL ., Ar%En, AR BRI YRR . DLP<
0.05 W 2EREAGIFE L,
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2 HR

2.1 BMZF R OGTT 4 R bik

Bl 17~ IER4. BRI S 7 iR JUn sk Jr 44
FLIAITE 30 min B RS 3K B 0 E . BEALZHTE O, 30,
60. 90. 120 min i MR & TIEH 4 (P<<0.05)
FIGALINIR T 4HAE 0. 30, 60, 90, 120 min i IfiL#
PR THRIAIA (P<<0.05).

- EH4l
- BRI
A iR AR TS 4

M E VA £ /mmol- L7
T

T T T
0 30 60 90 120
i 1] /min

W oa) HIEWARBE LR, P<0.05; b) SHEMGAMKIT
I I, P<<0.05.

1 A2 B IR A A f i (OGTT) UM B2 e
Figure 1 Comparison of blood glucose concentrations in OGTT
among pregnant rats in each group

2.2 BF FoiE ¥ FINSK-F B HOMA-IR st

K2, HIEWAIE, BRI MG FINS
KV K HOMA-IR FF & (P<<0.01) . 5114 1
B, FFMRAUINER 7 2L FINS ZK-F &% HOMA-IR
FEAT (P<<0.053 P<<0.01).

R2 FHZ UL T FINS KV B HOMA-IR LA
Table 2 Comparison of serum FINS levels and HOMA-IR

index among pregnant rats in each group (x+s)
20 3] kA FINS/mU- L™ HOMA-IR
IEHH 10 6.95+1. 50 1.22+0. 06
BT ZH 10 12.41+1. 94" 2.75+0. 41

FFRa Uk 4l 10 8.73+1. 75" 1. 55+0. 86
. FINS, #5JERE K, HOMA-IR, & RIRPiIg%.
a) SIFHAE, P<0.01; b) SHEA L, P<0.05;
¢) SR, P<0.01,

2.3 BUBRZFTEHERATR, FHERIOLE

Kl 2/m, IEWAZERTEREME, Bn$
W, B, iz £ BIORm, AR
%, WK/ —8, SIEFAIE, B4 FE5
REZL, AL N A Z AR, WG E e
BHRNA—F, WIREEAR, I8 mrse
%, WIIR RN Z . SR L, FHIRL
Tk T E IR SE W R GE, RO, BikE
ff £l (o, Iz BT B, A s ROk
G, TIMIRAAAE. #3/n, SIEWAE, AR
we TG, CPEE RO (P<0.01), S
RIS, FRIRAUINIR Ty 4 P R BRIk, 34035 i
BiuZ (P<0.01),

IER 4L BRI Z ALk 7y 41

e BEFEMUERME, B =mRRNorsg.
2 FHZERUEIRE 14. 5 K T EIEAH
Figure 2 Uterine morphology of pregnant rats on day 14. 5 of
pregnancy in each group
R3 BHZERG R T G R LA
Table 3  Comparison of miscarriage rate and average number

of live fetuses among pregnant rats in each group  (¥+s)

415 AL W% P REUA
4 10 1.36 11.70+1. 06
FEAZH 10 34, 27" 4. 40+1. 21"
RN IUmeR I 4 10 13.52" 9.3622.91"

W a) SIEWAIE, P<0.01; b) SRR, P<0.01,
2.4 BWMERbAPP,. E, [L-6, TNF-aR-FHE
Faw, HIEwAE, BEAMUAMETP,. K,
HOEREAR, TL-6. TNF-a ZKETHE (P<0. 055 P<

x4 BAZFBRMFEDP,. E,. IL-6, TNF-a/KFFLi

Table 4 Comparison of serum levels of P,, E,, TL-6 and TNF-a among pregnant rats in each group (x+s)
215 Fl Bk P /ng-ml™ E,pmol - L' IL-6/pg-ml™! TNF-a/pg+ml™
IEH 10 2. 48+0. 25 8. 83+0. 77 5.73+1.04 213. 45+23. 34
FRIZ 10 1. 84+0. 36" 5.93+0. 89" 19. 67+3. 37" 307. 43+19. 29"
FF AL IR Jr 4l 10 2.63+0. 17" 8. 02+0. 65" 8.41+1. 53"V 256.24+8. 62

e P, 22N E,, MEZEE; IL-6, HAHMIAEK6; TNF-o, MRIRIEE T o
a) SIEWAIE, P<0.05; b) HIEW4IHE, P<0.01; ¢) SHEMAHE, P<0.05; d) SHEL LK, P<0.01,
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0.01). SEAZA LS, FRAUwR iy diig b p,.
E, K FTHRE, 1L-6, TNF-a KRR (P<<0.05 8§
P<0.01).
2.5 BB RFTHELHE L ERERHSLEK

BI37R, 1EH 228 BT o I 6 )25 20 B HE 1) 5 %
HAW, s3Aadss), dHMOESTEm, A2 h 5
Wo SIERAE, BRI 7 e W27 A,
WE P MR S ANV M, HESN BN, A EGEL, 400
WK, AR 4L B IH R, K RAEN
MU . SRERIZE LA, F G ALK Ty 2H gt A
FEAAAE RS, BEREANMH A R, A iR
5], MBS ESEW, UMW, (5 el
SN . AHAZIRSEIN R . SRR Sk i As b
2.6 ZWMERFEHLRFI-6, Tnfa. Lif. HoxalO,
Pri8a2. Igfbpl mRNA # ik rbiz

58, HIER A R B T E A 16
Tnf-a mRNA 3k T+ &, Lif. HoxalO, Pri8a2 mRNA
FRFEML (P<<0.058; P<<0.01). AL #g,
FIGIUME T H T UL -6, Tnf-a mRNA ik

WAk, Lif. HoxalO. Prl8a2 mRNA FikThi (P<
0.058¢ P<<0.01) . %54 Igfbpl mRNA Fik L%
S¥TIGIHE L (P>0.05),
3 itig

PG PCOS = BHIE I . WEJR . HERR . JifiBh
AR RAERR, P HIRJE P R CHERRT AR
I “Bagh A" Jumk, GRS W . Sl
55 . BRI B mRIE 2 0 RO, &
AR, WFIEFMWZ ., 2 7= LIREHREE R R
BAE, BRI RES, RBEE, [T#epk, i
H AR IE R E L. PR, Th5EE
SYeFR, WG TR AFRIGIC, R WG
JURFE, BB AL . PRIBBHW & PCOS Y
Whlz—. BEK, BT, KL 580K
B, B, P SHL, &Mz
iR, spAESCUE, e KRR 2B AR,
ANRERHIGE A, SRR, st B R
g, W EAKRE e RE , RARIE, EEMER
ik, %R PCOS ™, PCOS HH Itk )5 <L T 7w

x100

%200

Rtk

G ALk 7 41

T MAACR T EBURZE; R T E SRR A
B3 SAHARTEHIUNEEESSSR (HEGQM)

Figure 3  Pathological morphology of uterine tissue in pregnant rats in each group (HE staining)

x5 FHHEFRTEHLPN-6, Tnfa, Lf. Hoxal0, PriSa2. Igfbpl mRNA ik

Table 5 Comparison of mRNA expressions of /l-6, Tnf-a, Lif, HoxalO, Prl8a2 and Igfbpl in uterus tissue of pregnant rats

in each group (x+s)
2651 AL -6 Tnf-a Lif Hoxal0 Pri8a2 Igfbpl
EH 4 10 1. 00+0. 03 1. 0020. 06 1. 0020. 12 1. 0020. 10 1. 00+0. 14 1. 00£0. 09
ik 10 2.63+0. 17" 1. 95+0. 22 0. 48+0. 07" 0. 58+0. 03" 0. 32+1. 56 1. 130. 06
FEIRALIMIR T 4 10 1.51+0. 15 1.3720. 13 0. 74+0. 04" 1. 08+0. 49° 0. 87+0. 94" 1. 04+0. 17

H: l-6, FAIBEANEK6; Tnfa, MIERIEHF «; Lif, FLUEIIHIEF; Hoxal0, FIVFHERL 105 Pri8a2, f#FLZ A 8 WK K alif 2;

Igfbpl, W FEMEARKNTEEEHA 1.

a) SIEWAIHE, P<0.01; b) HIEW4IHE, P<0.05; ¢) SEMAHE, P<0.05; d) SHEELHE, P<0.01,
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1, WIRTCASSR, AP0 R I e Bk, Iz i
FR =08, EARR, WA R AR,
B 27, A N B2 PCOS
T B I E B

FHG AR B Z RO R, B R W ST
W03 B R AR AN BRI S T R PR SR BT,
TARPEN AW, fRUEIRRRE A, BRI IR &k
B ARSI IR A R AR KT, R AR
JEVER ™' 75 B AU R D7 & A6 43 G AL SRk B ek
Mk, HAEEA ., BRibsE . Fep LR
o PR TFANGE R . BT R &
Wi, FEAPRMTE SRR EE . ZRGIT; e
PR ANIT R 5 BT Bk . 22 &GRSR, il b 4T 1
HE; A, FBEERIAEE; 5. EiE, ILZHhE
A, BRI AE AN, AMNERMAEFRLR . miil
WEoE 2 WoR, AR IUINER T B AR T R
AU IR B IR 2, AR S AT R
KT, ELAERFEAR R B UF A R o3 B 23 I PR AE
AR5 T EA L

R ERER | RS R ARG PCOS K N 43 b R
fiE, ABFFE LA 2 F DHT F1INS £ 37. PCOS it
FER R, A ISR F T U BIESE, DHT
TR B BEAE Rl PCOS B 1 m HERLZ R, INS
AL R B B TS SN I AR R 5 R AR PUAE
PRI ZE L . iy b i T2 0K sl R 2 I 4 S PR 5 |
R EEIRE R, BT RR RAE IR 7.5 RESE
13. 5 K45 TR 5 DHT FINS, 53R <7 sh i
R 77205 PCOS S A AL BRr A, RIS AE
TEAE IR B IE L. A5 2 s, PCOS, 18kR
iE 5 7 2 (0] AR A AR e, AT AR R S
NF-kB {5510 B P800 . I nr s > R,
PCOS 5 N I AR AE 2 0 -5 HE P28 75 5 1 Toll B 52
&4 (TLR4) /THZEIT I+ 7 (IRF-7) /NF-«B
{55 AT . PCOS BB RPN = KT 1 SRE T
WTL-6. TNF-a 758 WA 25 AL A 1T BB & 52
TE NN Z M B R, e &
Rt , MAREIRFME, SEGU= &4 ™ It
Ab, TR - S R AR AT 5 R A B v AR
A, JAE RN [FINFZ 5 PCOS IR Uk L4037 7 1Y & 06
BLI,  S0E AH G 1) 3R 7E PCOS KB+ 5 b ik
FH [RS8 RE SR BT LA W P e N R 2 7
PEPTS ARSI BN, IR LN T RENS PR AR
PCOS 73 i 38 28 — I 5 28 IR0 A0 7™ A 280 K BRL i) 3 1
RORECEENEIRE, TR ST P, EKE, BE

RIME P IL-6. TNF-a/K-FFIFEHL N 11-6, Tnf-a
mRNA &3k, $ER %7 6 40 il 98 58 AT — & AE
FH ., AT A 38 2k 41 i 98 E 2 K B3 PCOS 5 HE T
RS RMPURE, S TFEAREZE. HE
F7 BRI 7 R, 22 B YE B FINS KOF-
HOMA-IR A, 454 OGTT 25 5450 B 75 16 ALk 7
RER IS DHT FIINS i S 3G =0, neigde
e R B AR, R MR /KO . HE Y (i 25 5]
UL G AUy 41 28 B0 5 L U Y A B Al
AW R HUGE, FERIZI7 X S m M R - RS R
HEHTIT T 800 75 o 2 A sz i A — R
RENE 035 PCOS 42 [ -5 Wik JI68 )2 I A 195 O LA B ¥
B E A A

Lif . HoxalO, Prl8a2. Igfbpl &5 15 NI %
Z L WAL FIRIG A A G B T, IEHR
STFEFE AL hERL, MG AR
BMER Y. Lif A] ST RO RS SRR
% RAEHES 7 HoxalO 5 15 N I 2552 1k %
YIRHG, g T3 WA Z M r s N+ 7,
WF5E 78— 7E PCOS 22 [ F 57 N 34 Rk B AIE 20
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Effect of Modified Shoutai Pill (7 )43 n% 77 ) on Inflammatory Reaction and Expression of Endometrial
Receptivity-Related Factors in A Rat Model of Polycystic Ovary Syndrome and Miscarriage with High Testosterone-
Insulin Resistance
GUO Tingting', JIANG Meng', YANG Huaiying', JI Xiang', ZHANG Yuehuf’
1. Heilongjiang University of Chinese Medicine, Harbin, 150040; 2. First Affiliated Hospital, Heilongjiang University of Chinese
Medicine, Harbin, 150040
ABSTRACT Objective To explore the possible mechanisms of Modified Shoutar Pill (FH WAL msk s, MSP) in
treating polycystic ovary syndrome (PCOS) with hyperandrogenism, insulin resistance, and miscarriage, focusing on
inflammatory response and endometrial receptivity. Methods Thirty female SPF-grade SD rats with regular estrous
cycles and in proestrus, and 15 male SPF-grade SD rats were housed together in a 2 : 1 ratio at 18:00. At 8:00 next
morning, rats showing abundant sperm and vaginal plugs were considered pregnant on the day 0.5. The 30 pregnant
rats were randomly divided into three groups, normal group, model group, and MSP group, with 10 rats in each
group. From day 0. 5 to day 13. 5 of pregnancy, the MSP group was given 26. 6 g/(kg-d) of the MSP via gavage twice
a day for 14 consecutive days. The normal group and the model group received 4 ml of normal saline daily. From day
7.5 to day 13. 5 of pregnancy, the rats in the model group and MSP group were intraperitoneally injected with dihy-
drotestosterone (DHT) and insulin (INS) for 7 consecutive days to establish a PCOS model with hyperandrogenism,
insulin resistance, and miscarriage. On day 13. 5 of pregnancy, an oral glucose tolerance test (OGTT) was performed
to measure blood glucose levels at 0, 30, 60, 90, and 120 minutes. On day 14. 5, serum level of progesterone (P,),
estradiol (Ez) , fasting insulin (FINS) , interleukin-6 (I1.-6) , and tumor necrosis factor-alpha (TNF-«) were mea-
sured by ELISA. The insulin resistance index (HOMA-IR) was calculated. Embryo implantation, miscarriage rate,
and average number of live fetuses were observed. Uterine tissue pathology was examined by HE staining, and mRNA
expression of /I-6, Tnf-a, leukemia inhibitory factor (Lif), homeobox gene 10 (Hoxal0), prolactin family 8 subfamily
A member 2 (Prl8a2) , and insulin-like growth factor-binding protein 1 (Igfbpl) in the uterine tissue was detected by
qRT-PCR. Results Compared with the normal group, the model group had significantly higher blood glucose level at
0, 30, 60, 90, and 120 minutes, increased miscarriage rate, elevated HOMA-IR, decreased average number of live
fetuses, lower level of P, and E,, higher level of IL-6, TNF-a, and FINS, and higher mRNA expression of /[-6 and
Tnf-a in the uterine tissue. The mRNA expression of Lif, Hoxal0O, and Pri8a2 was reduced (P<<0.05 or P<<0.01).
The uterus had a dark red color, visible areas of bleeding , fewer embryos with developmental abnormalities , and
increased placental necrosis. Pathological examination revealed thrombus in the decidual layer, unclear decidual cell
morphology, loose arrangement, scattered distribution, edema degeneration in the cytoplasm, and nuclear shrinkage
or disappearance, with extensive infiltration of inflammatory cells. In contrast, compared with the model group, the
MSP group showed significantly lower blood glucose level at 0, 30, 60, 90, and 120 min, reduced miscarriage rate,
lower HOMA-IR, increased number of live fetuses, higher level of P, and E,, and lower level of 1L-6, TNF-a, and
FINS. The mRNA expression of /-6 and Tnf-« in the uterine tissue was lower, while the expression of Lif, HoxalO,
and Prl8a2 mRNA was higher (P<<0.05 or P<<0.01). There was significant improvement in uterine and embryo
conditions, as well as in uterine tissue pathology. Conclusion The MSP can reduce the miscarriage rate in a PCOS
model with hyperandrogenism, insulin resistance, and miscarriage. Its mechanism may involve inhibiting inflamma-
tion, improving endometrial receptivity,, and restoring the defects in endometrial decidualization.
Keywords polycystic ovary syndrome; hyperandrogenism; insulin resistance; miscarriage; Modified Shoutai Pill
(FRIUmeETr) ; inflammatory factors ; endometrial receptivity
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