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Research of effects of hyperoside on insulin resistance in polycystic ovary syndrome
rats by regulating AMPK/GSK3g signaling pathway
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AR, JE 4 AR 4] (45 R AR K) AR SRR 41 (0.7 mg - kg™ - d 7
ST R R SRR A (1.5 mg - kg™ - AT A 2 BRAE) AW R 41
(1.5 mg - kgfl -d " sk +0.2 mg * kgf1 o d TR Compound C) ,
BREH 9 Hoo I OBE A oK B 25 I8 I WE (FBG) , A I H0 5 R B S 08
(ELISA) Il 425 JE JBE &% 28 (FINS) (S2 [ (T) i # R #E (LH) e o &
(FSH) M — B (E2) ol =8 (TG) | JIH [# B (CHO) Ik % & I & 1
(LDL) .4 -6(IL -6) F IR IEE F - a (TNF - o) K-, 311
B R AP A (HOMA — IR) 5 o AR — JH2L (HE ) 34 68 46 00 O 55 40 21
S BB AL 5 AR 1 6 Bk ( Western blot ) 46 1) 5 2H 4 AMPK/GSK38 {55
WMEEEARE, SR EW A BRI AR E S AL 5 = SR 4 R
il 21 K BRI i FBG K F 4 il b (5.54 £0.69), (7.32 £0.91)
(6.65+£0.82) .(5.97 +0.72) f1(6.98 +0.85) mmol - L™"; [fi13% FINS /K-
Ay R (9.58+1.39), (15.87 = 1.96), (13.65 = 1.62), (11.42 + 1.57) Al
(15.04£1.85) mU - L™'; HOMA — IR $§ %04 %4 2.36 + 0.43 .5.16 0. 71 ,
4.03+0.47 3.03 £0.52.4.67 +0.68; 35 TG 7K 451 4 (0.68 +0.09) .
(1.58 +0.18) .(1.27 +0.17) .(0.98 +0.13) F1(1.46 +0.18) mmol - L™"; [fiL i
CHO /K43 314 (0.76 £0.09) . (1.52 £0.18) . (1.24 £0.16) .(1.01 =0. 14) F
(1.41 £0.17) mmol « L™"; fi % LDL /K P43 39 (1. 62 £0.23) . (3.59 +0.46) |
(3.06£0.42) (2.54 +0.31) F1(3.38 +0.44) mmol - L™"; Ifi 3% LH 7KF-43 51K
(4.21+0.57) . (9.48 +1.39) . (7.86 £0.96) . (6.25 +0.74) F1(8.87 = 1.18)
ng - mL™"; [fl7E FSH 7K ¢ 4 5 4 (19.38 £ 2.52), (8.27 = 1.05),
(11.36 £1.42) (14.65 £1.76) F1(9.57 +1.48) ng - mL "5 i35 T K405 K
(6.82 £ 0.95), (13.86 = 1.62)., (11.39 + 1.48), (8.98 = 1.14) HI
(12.64 +1.53) ng - mL™"; [f. 3% E2 K405k (1. 02 £0. 14) (0. 48 +0.07) .
(0.72+0.09) .(0.95 0. 13) (0. 61 £0.08) ng » mL™"; 1 7% IL — 6 7KF4 51
H7(53.46 £7.69) ., (123.58 £18.32) , (98.39 +13.58) , (74.58 + 9.37)
(114.27 + 14.72) pg-mg™'; ML TNF — o 7K 4 B4 (43.74 + 6.82) .
(82.19 £10.46) .(66.39 £8.27) (51.72 +7.24) f1(73.54 +1.02) pg - mg™';
BREL 4 4 b p — AMPK/AMPK #f Xf 25 H X K F 43l 28 0.79 £ 0.11,
0.27 £0.04 0. 49 +0.07.0.71 0. 09 #1 0. 38 £0.06;p — GSK3B/GSK3p # %} &
B35 3k K 48 51 4 0.19 £0.04,0.68 + 0.09,0.47 + 0.07.0.28 + 0.04 1
0.59 +0.08, IFF 4l SR AR 54850 R SL a0 2 AT SL g 4l 5 i 7 i
R g2 W= 11 = 1 S 1 B | R X = Y B S W eSS e == S O S5 29 <
N (¥ P<0.05), &5it L2MH i AMPK/GSK38 {7 5 i i3t £ ¢
YR SRZE A AR B R 5 R
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Abstract; Objective To explore the effect of hyperoside on insulin resistance in polycystic ovary syndrome rats by
regulating adenosine monophosphate activated protein kinase ( AMPK)/glycogen synthase kinase 3p ( GSK3p)
signaling pathway. Methods Nine female SD rats were randomly selected from 45 as the normal (NC) group (equal
amount of distilled water) , while the rest were used to construct a polycystic ovary syndrome model and grouped into
model group ( equal amount of distilled water), experimental — L group (0.7 mg - kg™' - d~' hyperoside ),
experimental — H group (1.5 mg + kg™' - d™" hyperoside) , and inhibitor group (1.5 mg - kg™' - d ' hyperoside and
0.2 mg - kg™ - d™' Compound C) , with nine rats in each group. The blood glucose meter was used to measure fasting
blood glucose (FBG) in rats. Enzyme linked immunosorbent assay ( ELISA) method was used to measure fasting
insulin (FINS) , testosterone (T), luteinizing hormone (LH) , follicle stimulating hormone (FSH) , estradiol (E2),
triglycerides (TG ), cholesterol ( CHO), low — density lipoprotein ( LDL), interleukin — 6 (IL —=6), and tumor
necrosis factor — a (TNF — o), and the homeostatic model assessment of insulin resistance ( HOMA — IR) was
calculated. Hematoxylin — eosin ( HE) staining was used to detect pathological changes in ovarian tissue. Western blot
was used to measure AMPK/GSK3f signaling pathway proteins in ovarian tissue. Results The serum FBG levels in
NC group, model group, experimental — L. group, experimental — H group and inhibitor group were (5.54 £0.69),
(7.32+0.91), (6.65+0.82), (5.97 £0.72) and (6.98 +0.85) mmol - L™, respectively; the serum FINS
levels were (9.58 £1.39), (15.87 +1.96), (13.65 +1.62), (11.42 £1.57) and (15.04 +1.85) mU - L',
respectively; HOMA - IR indexes were 2.36 +0.43, 5.16 +0.71, 4.03 +0.47, 3.03 +£0.52 and 4.67 £0. 68,
respectively; the serum TG levels were (0.68 £0.09), (1.58 £+0.18), (1.27 £0.17), (0.98 £0.13) and
(1.46 +0.18) mmol - L', respectively; the serum CHO levels were (0.76 + 0.09), (1.52 + 0.18),
(1.24+0.16), (1.01 +0.14) and (1.41 = 0.17) mmol - L', respectively; serum LDL levels were
(1.62 £0.23), (3.59+0.46), (3.06 +0.42), (2.54 +0.31) and (3.38 £0.44) mmol - L™", respectively;
serum LH levels were (4.21 +0.57), (9.48 +1.39), (7.86 £0.96), (6.25 +0.74) and (8.87 £1.18)
ng - mL™", respectively; serum FSH levels were (19.38 + 2.52), (8.27 + 1.05), (11.36 =+ 1.42),
(14.65£1.76) and (9.57 = 1.48) ng - mL™', respectively; the serum T levels were (6.82 + 0.95),
(13.86£1.62), (11.39 +1.48), (8.98 +1.14) and (12.64 +1.53) ng - mL ™", respectively; serum E2 levels
were (1.02 +0.14), (0.48 +0.07), (0.72+0.09), (0.95 0. 13) and (0.61 £0.08) ng - mL™", respectively;
the serum IL — 6 levels were (53.46 +7.69), (123.58 +18.32), (98.39 +13.58), (74.58 +9.37) and
(114.27 £14.72) pg - mg™"', respectively; serum TNF — o levels were (43.74 +6.82), (82.19 = 10.46),
(66.39 £8.27), (51.72 £7.24) and (73.54 +1.02) pg - mg ™', respectively; the relative protein expression levels
of p — AMPK/AMPK in ovarian tissues were 0. 79 +0. 11, 0.27 0. 04, 0.49 £0.07, 0. 71 £0. 09 and 0. 38 £0. 06,
respectively; the relative protein expression levels of p — GSK3B/GSK3B were 0.19 = 0.04, 0.68 + 0.09,
0.47 £0.07, 0.28 £ 0.04 and 0.59 = 0.08, respectively. Among the above indexes, there were all statistically
significant differences between NC group and modell group, model group and experimental — L. group, experimental — L. group
and experimental — H group, experimental —H group and inhibitor group (all P <0.05). Conclusion Hyperoside improves
insulin resistance in polycystic ovary syndrome rats by regulating AMPK/GSK3@ signaling pathway.
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T4/ E i 5 ZHEHT (LRI L2 R R D5 4 S A7 TE R
FARIT) AOUZ AL 22 48 00 8255 10 2B 1Y — 4
i, AEHEHE R 2 B DR SL25 5 1E 5 W] REAFFEIR 5 R
A o LM —FS LAY, AT
VFZ e 2y, JEm T R RS, B B AR B
B RS A FIEPE L AEART TR 4 22 MR 5 R
TR PR /) B i 200 i A 3 TR S R I 8 3R O
WANL R AT BES . BRTF IR T 1L 2R I (AMP -
activated protein kinase, AMPK ) 7£ 22 %% P 85 2 & 4E )
R A AR, 2 2 900 L AMPK 3R 35 U
D, AMPK £E UL 200 i A 0 R IR, 288 (] 1 A o il 1
FEIRIE NN, DT T OME P 2 R A A B ot
Hh AR/ BB A ) AMPK 2 Jiin ) B S5 1Y 22 42 41
WA 35 HE I 2 A, AMPKC 38005 591 (4 — FOBUIAT 1
REPNE) 1] k3 20 O LR B AE AR S IARAE A AR
Wl LS B B4 B 3B (glycogen synthase kinase 3 beta,
GSK3B ) Jik A 1 25 4 U L 255 IE J8 25 14 B B 40 it ¢
U R, GSK3B Y5 ik 5 2RI LR G AR/
RmHLEA X . CAAPITR, KR R RS B
3 22 46 U0 B 255 AR R BBCR KT, 019 1B 5 R 4K
P, Bl O 5L S8 AL 05 B B B, AL ) w] B8 5 1A
15 AMPK/GSK3B il 47 " o AL, A WF 58 8 1635
FEAa e BR T 2 75 RE A A 7 22 22 B §1 255 1E R BRI JBR
S 2T, I I IE AMPK/GSK3B 553 % 7 L o i1
ER.

M 57T
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SEIeEhY 3 A MENE SD KR, /K5 40 ~ 80 g,
W B AL DR A R A B W), Bl A 7 VF TR
5 :SCXK () 2021 ~ 0027, 3l ¥ s JHVF AT UE 5y -
SYXK (%()2021 -0119, KEEZEE (25 £2 C) Fid
NEPERRFE 1 JE i R/ B E A, 43 B 7E 06:00 Al
18:00 JFJ3 FICH], 7 H & MK . ABFFEIR
ML EE B S B Sh W e P ZE D S e, (R BEAL
2024 - 09 - 0280,

RF 2Bk, kg 500 mg, 25 HPLC =98% ,
145 : WKQ - 0000309 , /9 ) 1145 4t 5e. af A= I RHHOA IR A
AL Sk ik, HEA% - 500 mg, 4. 99.95% , it 5
HY - 14248, Compound C, ¥f #%. 500 mg, 4fi .

99.28% ,#t5 :HY - 13418A , 35 Z&[E Med Chem Ex-
press 23 F) A KEUH I =i (riglyceride, TG ) B Hk
A8 % {52 5 ( enzyme linked immunosorbent assay,
ELISA) i85 & . K R IH [& % ( total cholesterol, CHO )
ELISA 20 & R BRI B2 i £ 11 (low — density lipo-
protein cholesterol, LDL) ELISA X7 & . KR A &
6 (interleukin — 6, IL — 6) ELISA &7 & . K §UIed ¥1 5E
¥ o ( tumor necrosis factor — alpha, TNF — o) ELISA
R, B AL SRS A R B W A
REUBE S R (insulin, INS) ELISA 40050 &, b4
RS By A RS W A2 77 5 K BLEE T (testosterone, T)
ELISA 3257 & . K B 8 4 4 i & (luteinizing hormone ,
LH) ELISA 32050 &, 43 th W A6 B OE BAE MR AT R
NAEVAEE TR K ERME — % (estradiol , E2 ) ELISA & 57 £,
AR (2000 LE TR BRITE 23 7 A2 7 5 K i
DRyl i Z (follicle — stimulating hormone,, FSH ) ELISA
R AE DAY TR (R Beh A R A " A7 95
AR Z 4L (hematoxylin — eosin, HE ) 4 3% , db 3% T AR
A BARAT PR R A7 5 DR R B — S AR B2 G e (8
B, VL5 A A AR ) DR S A R W) A 5 4
R T4k 2% & 53855 (enhanced chemiluminescence , ECL)
RICHL A5 - MI00607B, g F oK Kl (7442 ) AW RH%
A BR2 7] s AMPK Hifh \GSK3B Hifhk R AL ( phospho-
rylation,p) — AMPK $7{K B — actin ${4& K BAR i 45 Ak
Wit ( Horseradish Peroxidase , HRP) 3 fa e E Bk E
G (Immunoglobulin G,IgG) —#i(ab205718 ) , ¥ 3%
abcam A E) A4 775 p — GSK3B HifAk (5558T) , & [ Cell
Signaling Technology /A )42 7=

{X8& NB -IoT 5G Sy M, Wi LAt iR 4=
WIH AR AR AT BRZA 7] 7 i s XF101 — R b2 % i
BARGE, FEHENG AR ) B2 25 B BRAA 77 i 5 CX33
TR AR BB, HOAS BOAR 4 Ak X A
HM - 96 A4x [ Bl EEbRAN , 1L AR 1E 26 1L FRHECA R v
T
2 KWHE
2.1 ZENEGEEUERRERNEERSHE

45 HORBLBEHLIC 9 HAE hy 1E X B, 9 4%
36 HOR kT 2200 L5 G MER R 2, BR S IR I
(&A1 61. 5% L@k 12% 5 .5 % BERE 5% 95k |
5% 64 10% 35 1% 2 il .0. 5% ) Fh, 7K -
F 10 g PR HE I (1 mg - kg™ 7 T 0. 5% 2 1 4k
PRGN , 1E H O IR OR B, AR MR PR ME R, R
P10 0. 5% FR W SEEF 4 FAE S L 4 21 d7
21 d WA R B IE A0 0, %, B IR - A
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Qe e (0, e 221 F 191 B G JI5E 9% £ oAk
AN, ARG o 3 AR Y KRB0 4 4 A B
2H AV B S 5 2 v ) S g 2L ) R 4 A
9 Ho Ba2BhE T 2K AN = e 2 &
RS AR ) 2L 5 B L 0.7 mg - kg - dT
I.5mg-kg™ -d" 1.5 mg - kg™ - d"HIEBEE
2510 AR R R K TS 0.2 mg - kg™ - d
AMPK #4131 Compound C'™ | 1F % %of BE 21 FiAss 76 21
SRR, 254
2.2 BEHEHAELENE

REARRG G551 12 h, N FHIKCR ML, F I
S 25 8 1fiL W ( fasting blood glucose , FBG ) 7K -,
ELISA f&%ljﬁ{ﬂifﬁﬁﬁﬂﬁ%?(fastmg insulin, FINS)
Ko S R ILPTIE L (homeostatic model assessment
of insulin resistance, HOMA - IR) #% L) F /A= i+5E .
FBG(mmol + L™") xFINS(mU - L™")/22.5,
2.3 ELISA ESHTME £ IR

R 3 Bl BRSO i, JF7E % 0 T BESS 4 b
SRIGHFIAFELE 4 °C R L3 500 rpm B0 15 min, A5
W LT /N0 3t 5 7% 3 6 1) g0 v AT 0 — 20
Bro e Bl s At 1L B, (1] ELISA 2X50) G0 & i Vi
Hlig B EHE R TG .CHO \LDL 2R T . LH FSH
E2 7K S 347 & & o fre DR BRI AR I TE AR
TE - 80 C M #fF Lt — 55
2.4 ELISA % IL -6 1 TNF — o /K EM

TR 1 ELISA 32050 & O 4% BR i) & il B 6
A LR R B 3§ 2E 4T IL - 6 H1 TNF — o« K- 1Y
e
2.5 HE $&%%N 00 EAAREELY

XF I R SRSt 22 AR A8, T AR 23 HUR L D R
AT AL, VT4 wm BP0, 76 R AP R
i O K, IF IR R R GG S min, {2k
IO, WAL I K , AL i G (0 1 min, i
KB B R U WL RN A0 B R AR
HELVFFFIE
2.6 EARENTESEIE ( Western blot) 3£4: ] AMPK
1 GSK3p Eg &k

W 2RIy 6 HOR BN 5L 20 ZR7E U S e Ul e
LRI LA 1T mg HZU6 100wl Z2 i i) Le 1)
EAT Yo A B S e s bl P TR v N 4 RO b R 2R
FIB KT B S50 R R 10% + B SEBR IR EN - BN
A48 T g B I FL K O 2 B 3 SR Al — 9 0 L
5 5% BIg4 01574 0. 1% Tween —20 ) Tris 2 i
K PEF LB M, RIGTE 4 C 5 —$i (AMPK

GSK3B.p — AMPK ., p - GSK3B.B - actin) ¥ F 1 % .
VRIS R ENIE S i =i N E 2 he i
ECL 54k~ 2 ROt T AL B T, Ak 27 RO R
ARG ATHE I . H] Image — Pro Plus 6. 0 1 E & , it
SR B AR ik
3 GitFEseE

i SPSS 25. 0 #A3 Hr SE 96 5 , i ] v 5 3R
o ZHLIN A HOB T SR 3R T3 22 03B, itk — 20 I 24 1)
FEHCR ] Tukey £5:56

# R

1 %&4HKR FBG #1 FINS 7k £ HOMA -1IR b3

51 H 6 BEAR L, AR 2 2H KRR FBG AT FINS 7K
V- \HOMA - 1R ¥ T} & (1 P <0.05) ; 5B AH
F, B RS2 I 21 AR L FBG 7K I 25 A AIG L I L i 0
SEHS 20 K B FINS 7K 3% HOMA - IR ¥ i 3 %A%
(¥ P <0.05) ; 5% 1 52 5 20 AH L, = 50 = Se g 2
FINS 7K HOMA - IR ¥ B3 % (¥ P <0.05) ;5
e ) A S0 4 A L, AR 4R BRLOFINS KR
HOMA — IR# B ZEF 5 (3 P<0.05) , L#E 1,

&1 AR FBG Al FINS /KF- (HOMA ~ IR FJ LA (% +5)
Table 1  Comparison of FBG, FINS levels and HOMA - IR of

rats in each group(x £s)

FBG FINS
Group HOMA - 1R
(mmol -+ L7")  (mU-L7")

NC 9 5.54+0.69 9.58 +£1.39 2.36 +0.43
Model 9 7.32+0.91* 15.87+1.96* 5.16+0.71*
Experimental - L. 9 6. 65 0. 82 13.65 +1.62*  4.03 +0.47*
Experimental -H 9 5.97 £0.72% 11.42 £1.57*¢  3.03 =0. 52*¢
Inhibitor group 9 6.98+0.85 15.04+1.85% 4.67 +0.68¢

NC group: No special treatment; Model group: Constructing a polycystic o-
vary syndrome ( PCOS) model; Experimental — L. group; Modeling and
0.7 mg - kg~! - d~! hyperoside; Experimental - H group: Modeling and
1.5 mg - kg=' + d~' hyperoside; Inhibitor group: Modeling,
1.5 mg + kg™' - d~! hyperoside and 0.2 mg - kg™' + d~! Compound C;
Compared with NC group, “P < 0.05; Compared with model group,
#P <0.05; Compared with experimental — L group, ¥P <0.05; Compared

with experimental — H group, ® P <0. 05.

2 FHHEKXRMFRE RS IERE N LB
5IEH X IR Hegs , BEAY 4] KB TG .CHO F1 LDL
KB RETE (B P <0.05) SR A, K.
I SE 5 20 K B TG, CHO F1 LDL 7K - 35 I 2 B IK
(¥ P <0.05) ; SR RS2 g0 4] Lu i, =i L gndl R
L TG .CHO FI LDL 7K 3 1 i 2 4% (P <0.05) ;
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5 im0 S IR A b, I 7 41K B TG .CHO F1 LDL
HKOFH 2 T ($4 P <0.05) , I3k 2,
3 ZAKXKRMFHRZRKFEHLE

HIEH XA, SR ZH R B LH A1 T /K3y
BFETHE B2 A FSH K24 B 25 Bk (1 P <0.05) ;
SRR L AR R R R SR 4K B LH F1 T K7
T FEAG, E2 A FSH /KP4 B 3% Thm (34 P <0.05) 5
SR S SR A AR H R 70 S SR 4 K B LH AN T K
X W FEAL, E2 I FSH K F ¥ B & T &
(35 P <0.05) ;-5 = 771 2 S 56 2H A L, 00 500 4 B
M3 LH AT K34 58 25 T &, E2 A FSH K- 1 2%
FEAR (¥ P <0.05) , L3 3,

R2 FARRBIEFACHTEAR KA AL (v £5)
Table 2 Comparison of lipid metabolism index levels in rats in

each group (x £5)

Group TG(mmol - L.~')CHO(mmol + L= .DL( mmol - L=")
NC 0.68 0. 09 0.76 +0. 09 1.62 +0.23
Model 1.58£0.18*  1.52%0.18*  3.590.46"
Experimental -L ~ 1.27 0. 17* 1.24 0. 16* 3.06 0. 42*
Experimental — H 0.98 +0. 13* 1.01 0. 14 2.54 +0.31*
Inhibitor group 1.46 £0.18¢ 1.41£0.17¢  3.38 £0.44°

Dose and n refer to table 1. TG: Triglyceride; CHO: Total cholesterol;
LDL: Low — density lipoprotein cholesterol; Compared with NC group,
* P <0. 05 ; Compared with model group, *P <0. 05; Compared with exper-
imental — L group, P <0.05; Compared with experimental — H group,
€ P <0.05.

R3 BHARBEMAERE (LH) feiiEieR (FSH) 20 (T) Al mE(E2) KPR (2 25, n=9)

Table 3 Comparison of serum luteinizing hormone (LH) , follicle — stimulating hormone (FSH) , testosterone (T) and estradiol (E2)lev-

els of rats in each group (x +s, n=9)

Group LH(ng - mL™") FSH(ng - mL~") T(ng - mL™") E2(ng - mL™")
NG 4.21 £0.57 19.38 +2.52 6.82 0. 95 1.02 0. 14

Model 9.48 £1.39* 8.27 +1.05* 13.86 £1.62* 0.48 £0.07*
Experimental — L 7.86 0. 96" 11.36 +1. 42* 11.39 1. 48* 0.72 £0.09%
Experimental — H 6.25 +0. 74" 14.65 £ 1. 76" 8.98 1. 14" 0.95 +0. 13*
Inhibitor 8.87 +1.18¢ 9.57 +1.48% 12.64 +1. 53¢ 0.61 +0.08°

Dose and n refer to table 1. Compared with NC group, * P <0.05; Compared with model group, *P <0.05; Compared with experimental — L group,

&P <0.05; Compared with experimental - H group, © P <0. 05.

4 FHAKXRMFIL -6 F1 TNF — a 7K EHI LB
SIEH X A A e, A2 R R IL - 6 il TNF - o
HKF-H 2T i (4 P <0.05) 5 5EIRIA L, KL
FHE LR KR IL - 6 Fl TNF - o 7K 35 I 25 FE A%
(34 P <0.05) ; SIS0 56 24 H 85, s 771 o S B 4]
KE IL - 6 fl INF - o /K F ¥ 8B 2 KK
(#] P <0.05) ;55 = 71 5 52 56 A1 B A, 00 i) 3510 24 K B
IL - 671 TNF — o /K34 T (33 P <0.05) , I3 4,

x4 SHXRBRMEHMAER 6(IL-6) FAMHERIEHR T o
(TNF — o) AP EL L (% £ 5)
Table 4 Comparison of serum interleukin —6 (IL —6) and tumor

necrosis factor — o (TNF — ) levels in rats in each group (x +s)

Group lL—6(pg-mg’l) TNF—a(pg-mg’l)
NG 53.46 £7.69 43.74 +6.82
Model 123.58 +18.32 " 82.19 £10.46*
Experimental — L 98.39 +13. 58" 66.39 +8. 27"
Experimental — H 74.58 9. 37% 51.72 +7. 24"
Inhibitor 114.27 +14.72¢ 73.54 £1.02°

Dose and n refer to table 1. Compared with NC group, *P <0.05; Com-
pared with model group, *P < 0.05; Compared with experimental — L

group, ¥P <0.05; Compared with experimental — H group, ¢ P <0. 05.

5 BHAXKRIMNEARREEN

TE X B BT 8 % 1E K IR Y A0 L s B e A
s S AT ZH B S A T BURE 2R i JZ= 0 L BB 2
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Figure 1
(HE) staining ( x10)

Inhibitor group

Detection of rat ovarian tissue by hematoxylin — eosin
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(¥ P <0.05) ; 50 H FYEF H LML, &
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B ZHAH LG, S0 50 2H K BRUOP §E2H 2 p — AMPK HE 1 5%
IKFEAR .p — GSK3B R ik e (34 P <0.05) , WL
2 f# S5,

RS ASUUIREIN AL R BRI Ak L (AMPK)
A 3B( GSK3B) MK (p) — AMPK p — GSK3B 21
FIBE (% +5)

Table 5 Comparison of adenosine monophosphate activated pro-
tein kinase ( AMPK), glycogen synthase kinase 33 ( GSK3B),
phosphorylated (p) — AMPK, and p — GSK3 protein expression

in rat ovarian tissues in each group (x £s)

Group n p-AMPK/AMPK p - GSK3B/GSK3p
NC 6 0.79 0. 11 0.19 +0. 04
PCOS 6 0.27 £0.04* 0.68 £0.09 *
Experimental — LL 6 0.49 +0.07* 0.47 +0.07*
Experimental -H 6 0.71 0. 09*¢ 0.28 +0. 04"
Inhibitor 6 0.38 £0.06¢ 0.59 +0.08¢

Dose refer to table 1. Compared with NC group, * P <0.05; Compared
with model group, *P < 0.05; Compared with experimental — L group,

&P <0. 05 ; Compared with experimental — H group, © P <0. 05.

62 kDa

AMPK - (D D D T S

p-AMPK WD e e SR swes G2 LD:
CSK3p A G G A A s kDa
p-GSK3P  weewse WP WS S W S KkDa

45 kDa

B-actin - - - - -

A B ¢ D E
B 2  Western blot #; 3 & i 0P & 4 41 tf AMPK, GSK3B,
p — AMPK .p - GSK3p 14k
Figure 2 Detection of AMPK, GSK3B, p - AMPK, and
p — GSK3 protein expression in rat ovarian tissue by Western blot
A: NC group; B: Model group; C: Experimental — L group; D: Experi-

mental — H group; E: Inhibitor group
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