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 E BHW SRR SR EEAE(PCOS) K fk B Z IO BEAE A BAAH . FiE H 126 Rk X KAz ML T
K ikHhE G PCOS U R R BAKA 2 40 (8.33 mg/kg) 1K 84 & 71 & 40(33.32 mg/kg) | Mo A% 2R 79 Z- B8R 28 (MR M st BE 4, 0.34
mgkg) FAKR G EH E#%%E G Bl &G (tHMGBI1) 28 (8 pg/kg) 4= 1% % 8 & #) = +rHMGB1 41 (33.32 mg/kg £ X8 +8 pg/kg
rHMGB1), #4018 R, hE G4, A A S MK R3YBd# § et R L& 5 XMAEPCOSHER . ERERT G, FREH 1K,
BEAR, BB R)E Fm KRS s = MR S F KT R S IR IE 2 (HOMA-IR) , 4] K R i P 42 97 7,2 (FSH) A2
FRAE R E(LH) 28 (T) KF A9 L2822 0 & e -Z 1B(IL-1B) M5 3756 B F o (TNF-o) K-, 3+ K R 97 3 A& 5%, WL &
R R R I AL, A KR 9P £ 28 2% F HMGB1 W48 AL A 7 3 % 4k (RAGE) L B B2 A4 B F kB p65(p-NF-kB p65) & &
RN, R 5 Gt PCOSAX AP LMBRBEF T, = Mo =Mk B FRF HOMA-IR 97 £ 2451 & , o
7% LH Fo T KBt % JFSH K F 4K, 97 $£ 4042 F IL-18 . TNF-a 7K -F % HMGB1 .RAGE .p-NF-kB p65 & & £ 5 %9t %, £ 734 4
A4t FE L (P<0.05), 5 PCOSLLILAR , 3K B BAK | % 7] 5 20 Fo e M B 30 7 2R BA 20 K SR 90 S 20 2R BL 1 A IR 4%, & P b 5 AL
M By KT HOMA-IR 97 £ 2 S AR, fo & F LH Ao T K -F AL FSHAK-FH &, 97 £ 20 42 IL-18 . TNF-a 7K -+ % HMGBI ,
RAGE .p-NF-«B p65 %& & & ik & BA&, £ 53 LA %3 5 & L (P<0.05) ;THMGB1 21 K K3 B 354700 TAL AL b5 Lik 2525 240
B (P<0.05), 5k %58 &H 5o ik, ik 58 5 # 5 +rHMGB1 28 K 869 LR 3547 T3 B ¥ % 4 (P<0.05)., it #*
K85 7T A3 1L 474 HMGB1/RAGE 43 5 i % 7 & PCOS X Hk B & 3405474 2 X2 BB .
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Improvement effects of poria acid on insulin resistance in rats with polycystic ovary syndrome and its
mechanism

TANG Hong'?, LI Linxia’, HUA Yu’, JIANG Xiaomei’, ZHANG Shiwen', FU Jinrong' (1. Dept. of Gynecology,
Longhua Hospital Affiliated to Shanghai University of Traditional Chinese Medicine, Shanghai 200032, China;
2. Dept. of Obstetrics and Gynecology, the Seventh People’ s Hospital Affiliated to Shanghai University of
Traditional Chinese Medicine, Shanghai 200137, China)

ABSTRACT OBJECTIVE To study the improvement effects of poria acid on insulin resistance in rats with polycystic ovary
syndrome (PCOS) and its mechanism. METHODS One hundred and twenty-six female rats were randomly separated into blank
group, PCOS group, poria acid low-dose group (8.33 mg/kg) , pachymic acid high-dose group (33.32 mg/kg) , ethinylestradiol
cyproterone group (positive control group, 0.34 mg/kg), recombinant rat high mobility group protein B1 protein (rHMGB1) group
(8 mg/kg), and poria acid high dose+rHMGBI1 group (33.32 mg/kg poria acid+8 wg/kg tHMGB1), with 18 rats in each group.
Except for the blank group, the rats in all other groups were given Letrozole suspension intragastrically to construct the PCOS
model. After successful modeling, administration was performed once a day for 4 weeks. After medication, the fasting blood
glucose and fasting insulin levels, and insulin resistance index (HOMA-IR) were measured in rats; the levels of follicle-stimulating

hormone (FSH) , luteinizing hormone (LH) and testosterone

AELITE & E P EAARFIRMEG R TAEESE 48350 H (No. (T) in rat serum, and the levels of interleukin-18 (IL-1B) and
el P 2 AP (2019062 5 5 1R TR AR DXRHE A JRe i i Sl 3 tumor necrosis factor- « (TNF- a) in ovarian tissue were
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BE Bt 44 T R KR " A A 153731305 H (No.JCR2021-02)

* E—EE FIRDEIW, WA . RSO P RS ARYT
LA A A 2RI GIE i 4% . E-mail: elaine_
tanghong@sina.com

4 BIEIEE SATEEIE, B BFSCITI : PG EE LS Ay P I R B p65 (p-NF-kB p65) proteins were determined in ovarian tissue
MEPS 2R LR EAE T H WIS ALE BRI R AIE JRE of rats. RESULTS Compared with the blank group, the
4%, E-mail : fujinrong2006@sina.com pathological injury of ovarian tissue of rats in the PCOS group

ovarian coefficients of rats were calculated; the
pathological changes of ovarian tissue were observed; the
expressions of HMGBI1, receptor for advanced glycosylation

end product (RAGE) and phosphorylated nuclear factor kB
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was serious, the levels of fasting blood glucose and fasting insulin, HOMA-IR and ovarian coefficient were increased, the levels of
serum LH and T were increased, while the levels of FSH were decreased; the levels of IL-13 and TNF-«, the expressions of
HMGB1, RAGE and p-NF-«kB p65 protein in ovarian tissue were increased, with statistical significance (P<<0.05). Compared with
the PCOS group, pathological damage of ovarian tissue was reduced in poria acid low-dose and high-dose groups and
ethinylestradiol cyproterone group, and fasting blood glucose, fasting insulin levels, HOMA-IR and ovarian coefficient were
decreased; serum LH and T levels were decreased, while FSH levels were increased; the levels of IL-1B and TNF-a and the
expressions of HMGB1, RAGE and p-NF-«kB p65 protein in ovarian tissue were decreased, with statistical significance (P<<0.05).
The trend of corresponding indexes in rtHMGB1 group was opposite to the above (P<<0.05). Compared with poria acid high-dose
group, the changes of the above indexes were reversed significantly in poria acid high-dose+tHMGB1 group (P<<0.05).
CONCLUSIONS Poria acid may improve insulin resistance and inhibit inflammatory reaction in PCOS rats by inhibiting HMGB1/

RAGE pathway.

KEYWORDS poria acid; polycystic ovary syndrome; HMGB1/RAGE pathway; insulin resistance; inflammation response

Z 4% Y H 25 4 1E (polycystic ovary syndrome,
PCOS)J&— N /I E5 B AE , HAFE S RS2 TTHEDP | &
TESCER ILAE B5MBR 5 RARHT , At IR I Lo AR 2 (1
HULEAY, BT, PCOS HY—LEA RAEIR AT Lhid ik 11 il
WEZE 2 OB R BT R L HOSUINAE Sk e, AR K
KM ER 207 T e 2 S BUE i A TE RS R H A
A RIAE T, DA 8 A 35 P AR R ™ A
I, 3BV ZIT R Bk Y PCOS.

RA TR e NZ FLIAFHELRIIR % Poria cocos(Schw.)
Wolf 1Y B 4% Hh 73 B9 H 18— b B 2 i A= W TG M 26 1k &
Yy, RA B Bim s PO FSUR RS Y O
WFFEHRIE , R R 1] L35 PCOS /I U P 43 16 B 45
GRBEA A BT, (HARZS B X PCOS K BRI & 2 ALY
SO BEATHRIE o ARSI SE W, T B R H B
(high-mobility group box 1, HMGB1 )/ 1] bl Jk fk £¢ 7=
¥) 5% 1K (receptor for advanced glycation end products,
RAGE) {5 53 ) HMGB1 . RAGE % [1 %15 F il 5
JIEJHE R DR AR IR B2 2R IR 52 35 A E AR OGP EAR%E
i A 7538 13 14 15 HMGB1/RAGE {5 53 i 51 PCOS K
FRUBE 2 AR AN, DR, ARFOY AR TEAR LS R
Xt PCOS K Bl B 1 3R IR 1Y 52 W, I % T HMGBL/
RAGE {5 5 1 B R A AL, B 72 %25 19 s
PRI 4 BERR AR

1 ##
1.1 FENUE

CR2032 74 1l BEAX W) B AT OR A= AR e A FR
8] s iMark BUEEFR1Y . Gel Doc XR HIEEE iiAG R G0 H
& [¥ Bio-Rad A 7 ; TY 15 B HL P-4 1 b iy = A Rt
F A BRA W BX63 B 2% B A 1 H 4% Olympus 24
F]; DYCZ40D BUHE IR AU { AL s —AE8 T
1.2 FEHBSIAHA

TRZE T B S (4l =98% , 4t 5 20221103) 4 [ K
3 S5 AR A BR A 7] 5 Rt - (BEA 2.5 mg,
Z5UEF H19991001 , 4It5- 20221008) W [ V1. 75 16 it 2 2%
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JReAm A BN i) 5 ke o P S D 22 ) e RS A T PR 35 1 242
fill 2 mg FHLHERE 0.035 mg, IL5 20220916 ) ) [{ FEH- =
2y A PR ] 5 K ERAR BRI R (follicle-stimulating hor-
mone, FSH) | fi¢ # {4 /£ 1% & (luteinizing hormone, LH) |
S21i (testosterone , T) . FH 4l Jifi/1 % 1B (interleukin-18, IL-
1B8) IR FE R F o (tumor necrosis factor-a, TNF-ar ) fiff
6 A % W bR RS I (ELISA) 3 57 & (4t 5 43 5 hy
20221203 .,20220926, 20220817 ,20220829 , 20221023 ) 14
W b3 T A A BR A W) s HMGBI G 51 8
20 K il HMGBI1 % H (recombinant rat HMGBI1 protein,
rHMGB1) flI% 75 HMGB1.RAGE %4 - kB p65(nuclear
factor kappa-B p65, NF-«kB p65) . # fid {k NF-kB p65
(p-NF-kB p65) | H yi1 [ -3- W 1R [t & [ ( glyceraldehyde-
3-phosphate dehydrogenase, GAPDH ) —#i M B i % 1k
Py prac 1 13 B S = B0 (5845 43 51 2 ab215008
ab18256,ab216329 ,ab16502 ,ab239882 ,ab8245 ,ab6721)
Y3 H 95 [ Abcam 28 W R WAL 4E R AN (S
20221022) 1 H WHLH B A DR R A A
1.3 3

AHIESE I IS4 > SPF 20l SD KR, # 126 H, 3
il AR H 50~60 g, W4 [ b 5T 4 38 F1) 42 5256 3 W R
AR I3 SR s A P VF ISy SCXK-
(771)2022-0007, A s A5 34552 T iR 2y
KEEFN YA B, SEI S )l IV AT HIE S SYXK-
(91)2020-0009, AHIFE RSS2 4 444 1 it
b N REE B A B 22 B2 (0 Ik o (At 14 5 2 2023-
AR-010).
2 ik
2.1 o ERKE

e BBENLEC T 236 126 HRBRBENL > Aas 4 .
PCOS 21 AR FRARG 2 A1 AR %5 i e 70 e 20 bR e P oA
P2 B CBEAE X FR 2 ) \cHMGBI 41 76 %5 1% v 37+
rHMGB1 41, &4 18 H, BRzs H414h, HAK AR R
e 10 2 Ok s YRR 1 A PCOS A, HAR
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IR AR 3SR 21 AR RIEE 1Ok kiR B O
e T 1% R W SLLF4E RNV W), HEB Al 1
mg/kg, B AR 10 mL/ke™. 25 AR RES: 21 di%
10 mL/kg PAARBE B 1% R H BELAFER IR . TR
16 KA AT FITIE U ki, 25 W8 210 B8 - B 40 i dr 2
fatk, R RIRIFG EE T BRI IR R AR L
I 2H K R4 I 8.33.33.32 mg/kg FEESIR™ , e it
IR 22 A R 1 0.34 mg/kg Bl BE A TN 22 1™, HL
Yt R E ke SR AR R A A= BEER K s rHMGB1 41 KRR
bk 5 8 we/kg rHMGB1" FLib 75 9 B S5 AR A A 3
ERIK PR R = R B +rHMGB 1 4 K BRUE ' 33.32 mg/kg
IR 1R HA 75 B2 i ke 4T 8 pg/kg tHMGBL; %5 4 .
PCOS 41 K [ ¥4 75 2 i Ik v S L T 45 R R ) A B 4
Ko BERGZ VIR 5L
2.2 FRARWERALE

RIRL 245 24 hJa , BRIEOR B, AR K A5 18 8 h R
F KM, £ 8.0 (3 000 t/min, 10 min) 75 I 35 , {4 4F
T —80 °CyKAE & M . B 5 B , 7E R4 18 HKER
HBEHLEERR 6 H, FRE R SR 5 AL SR R A LD £
FHUEARME 2 P SR TR S PR B 5 BT, H TR SR &R
B W& R A 12 5K R E Ui B2 5P 121
2,3 R (B A & 6 ORI IR Hid140) , —f
ST E T 4% 22 R W T HE Je 5, ) —iR o2
LU A7 T —80 °C UK *h F T° ELISA il Western blot
LRI
2.3 KBTI FTHERSHEKERRESERIELR
il

2. 27 XG0T I3, FH WA SRS I A B 2 A A 5 >R
FHELISA A K B3 BRI R K I 5 2= AK
YT 48 #X (insulin resistance index, HOMA-IR) : HOMA-
IR =25 Ji AR 7K X 25 I R B 2R /K F/22.5,
2.4 KRIFEH FSH . LH. T 7K R

HC2.27 0T MG, 7™ A% e FERH 7 ELISA 055 & vt
AR R4 , ARSI R B H FSH.LH . T /K-
25 KRIPE RN

Bit 2% 2K BUARCER R B S i, IR RO 51 R B,
T N R BOR VAL DN S AR . DR R =N
FiE (g) IR (g) .
2.6 KERIPEHLRIETHIEZ

442,27 N 7E 4% 22 5 I rh [ 5 24 h (5P SLZH 2
B, 2% UK A A S 4 wm R A, H
FUHE et SR 5 FIG2: i (s W2 B S 20 U B AR £k
2.7 KRIPEALARIL-1B . TNF-a 7K FHI#& )

H“2.27 WUT URAE T —80 cCUKFa th i I S 20 21, &,
W A e BEAT N, ELTS A G205 £ 156 W 45 0 45 L A6l
KEONEH AP IL-18 \ TNF-a K-

TEZD; 2024455 35 5 LI

2.8 KRIEMALATTHMGBI/RAGE EEEBERIEXE
BRIEERRN

K F Western blot 50, BUZA AT T —80 °CykAR
B B9S2 20, F RIPA 24 28 vh il 24 i T 4R B2 2 rp
F A, BCAEX I (A U & |, AR5 B &R T iR AR
Pk, B30 pg B PEE 1, 28 10% + S FER FR N -2 TN M
Pk iz 258 e B,k (R 100V, B K ERHE] 1 h) 4385, SR )5 L
TR RS (HL T 200 mA, FEBEEAF 1] 2 h) 22 50 9 & 0
5 b, L 5% IR A= W50 1 hy BER S —+5t HMGBI (#
FEELA] 1:3 000) \RAGE (#i B L f51 1:4 000) . p-NF-xB
p65 (R FE LA 1:5 000) NF-kB p65 (i B LA 1:5 000) |
GAPDH (Fi B Fb 41 1:5 000) 7E 4 °C P E ok, 15—
Pr(FRRELLB 1:3 000) 26 H I T H:FMEE 1 he A ECL
IR WS 1 BRI , A1) Tmage J 83T 25 110K BE(E
PLH IS 5 NS 1 (GAPDH) JKJE{H 09 Fe A /E - B
B8 1 #2355, Hirh p-NF-kB p65 5 [ % ik &2 JH p-NF-
kB p65 5 NF-kB p65 [ K {8 A E .
29 FitZEFHIE

K HI SPSS 25.0 #AFHEAT T 0T A B IEA A
HITZEFPERH R OR Ll x £ s R . L4 bR
PR T 22500, 3 — A P 2H TR Y 3R FH SNK-g K6
5% K KifEa=0.05,
3 &R
3.0 FEBMARTELE SEESEKER
HOMA-IR B840

5oz A e, PCOS 2K B2 b 25 I & R
7K S HOMA-IR I 75 (P<<0.05) ; 5 PCOS 4 b 4%,
TRZE TR a0 77 ek 2R R e 2 AR P 2 ) 2 K B 2 i o
W 2 i 5 1% & 7K SF K& HOMA-IR 5 2 44K (P<<0.05) ,
1M tHMGB1 21 K B 25 8 i b | 25 16 TR 3 26 /K F &
HOMA-IR i 3 Jh 5 (P<<0.05) 5 55 4 %5 ik v 7 B 41 1
B AR W R - +rHMGB 1 21K B2 I8 A 23 15 1 1)
KV L HOMA-IR i #7475 (P<<0.05) ., Z5H LR 1,
x1 BAXRTEME . =EKEBEKFE R HOMA-

IRLEE (x+5,n=18)

4151 BN (mmolL)  HHHZ/(mUL) HOMA-IR
SHA 512402 70.36+2.96 16014007
PCOSA 795+031° 126684577 476+198°
TRAmICH =4 T04£032° 109.84:+3.69° 4375167
FAwENEA 559023 §7.86£2.76" 28105
B R A 5614024 §791£281° 2921108
tHMGB 4 843+030° 145.52+5.06° 54.50+2.36"

SRR A HHMGB1 4] 643029 95572315 M1
a: 545 AL ILE, P<0.05;b: 5PCOSH LLAE , P<0.05;c: 5%
T v 7R 2 HU g, P<<0.05,
3.2 REEXARIMIEF FSH.LH . Tk FHI#00
525 4L L, PCOS 41K BRI 7 H FSH /K- 1 3%
B Ak (P<<0.05) , LH, T /K V- & 3 T & (P<<0.05) . 15
PCOS ZH LA, AR HRIK | 3 77 ek ZH AN BRME B P 2 B 20
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K BRIl 3 i FSH KT 5 2 7+ 5 (P<<0.05) , LH. T /K-l
AR (P<<0.05) ; T tHMGB1 2H & B 7 H FSH /K 3F-
T RHR(P<0.05) ,LH . T /K& T+ (P<0.05) . 5
TRZS TR o ) A b, AR 1R 5 7] B +rHMIGB 1 4 K R
135 H FSH /K- 8 [ (P<<0.05) ,LH . T /K F g Z T
= (P<0.05), Z5HRMFE2,

*2 BAARMBESR FSH.LH. T K FEEL B (x+s,

n=18)
ik FSH/(mUfnL) LH/(mUfnL) T/{nmollL)
SHE 13354367 59264233 1124008
PCOSA 885128 81154367 235+0.11°
TAmITH A 3669+ 171 N23£285 201£0.09°
AmEnEA 62241285 445293 1424012
SRR P2 6256+291° 04761294 1434009
tHMGB14] AN+ §7863.25" 2675013
PR B+HMGBI 4 4115203 7006+3.01° 1.86£0.07

a: 555 AL AL, P<<0.05;b: 5PCOSHLHLHE , P<0.05;c: K%

i e R LA A, P<<0.05,
3.3 HREEBIARINERHAIZN

525 4H[(6.12+0.27) X 10" g/g, n=6] %%, PCOS
ZH K BB 5 R [(8.26 £0.29) X 10" g/g, n=6] . F T+
15 (P<<0.05) ; 5 PCOS 20 LA, AR BRI L e 7] st 4 A
HETBSE A P 242 T 28 K BB B3 3R 8K [0 1)l (7.83 £0.19) X
107.(6.56 +0.21) X 10", (6.58 +0.22) X 10" g/g, n=6] 1.
FFEAR (P<<0.05) , 1M tHMGB1 41 K LU 8 2 %4 [(8.64 +
0.23) X 10" g/g,n=06]8 F F 5 (P<0.05) ; SIKE R =
FEE A LA, IR TR 5 57 e +rHMGB 1 41 K BRLBR BE 2 %L
[(7.37+0.21) X 10" g/g,n=6]. & T+& (P<0.05),
34 REEEXTARIPEALRET UG

25 VR R OP A s 52 8, D R B R4, G
PEPEIP AR B ; PCOS 2H K BB 5320 24544 Z5L , mT LR
PRI A B ; 5 PCOS 41 b, PRES TR A | = 7 B 41
TR Re P B DAY 27 B 2H K B DI 55 2H 2 R0 T 00t
1M tHMGB 1 28 K BB S 20 2O 3L 03 I 5 5 AR i v

RN T
(FE - JETHUN

F.rHMGBI1 4

FIHAH L, RS R = ) B +rHMGB1 2 K R P S H 4
PG, SRR 1,
3.5 FREEETARIPELALAH IL-18 . TNF-a 7K FHIZS N
523 4 g, PCOS 41 K FRLOP S 2 21 IL-18.
TNF-a 7K - i 2 7} 25 (P<<0.05) ; 5 PCOS 41 85, 2%
P AT e 1) 4 T R R S T 2 i 4 K RO 5 2 21
IL-1B . TNF-a /K B & AL (P<<0.05) , i tHMGB1 41 K
FLON SL2H 40 IL-18 . TNF-o 7K F i 3 F+ 55 (P<<0.05) ;
EGARZE R e ) 2 LA, AR S TR = 1 i +THMGB 1 41K
FLBP 120 21 P IL-1B . TNF-o 7K - i 35 7 5 (P<<0.05)
ZERILF 3.
x3 BRAKXRRWEALA B IL-18. TNF-« 7k F Eb 5
(x+s,n=6,pg/mg)

413 IL-1 TNFa
alEr] 1552068 121132615
PCOSA 6226+231° 236,68+ 10.44°
FABITH A 51524208 199.92£8.65°
e Shiel 823£115 141524634
SRR A 28344123 140.68£6.16"
tHMGBI 41 T336+3110 26552+ 1158

AT f+HMGBI 4 46675218 18225735

a: 575 41 tbAE, P<<0.05;b: 5PCOSHI AL, P<0.05;c: 5K
TR 4 8, P<<0.05,
3.6 TEZEEXT KR IIE AL HMGBI/RAGE 5518
BIEXEARIENFM

525 H4l g, PCOS 41K FRUBP 40 214 HMGBI .

RAGE p-NF-«B p65 & [ %1k 5 i & T+ (P<<0.05) 3 5
PCOS 20 L8, ARZE TR I | /55 710) ik 20 R Rl Pt 245 D 272 il
ZH K LB 8.4 41 HMGB1 ., RAGE . p-NF-kB p65 75 [
Feak i i E AR (P<<0.05) , 1 tHMGBI £ K 5L b 5141
2411 HMGB1 .RAGE . p-NF-kB p65 # [ # 15 & i & Tt
1 (P<<0.05) 5 5 AR BT i 77 2 EL A, AR5 IR o 9 e+
rHMGB1 21 K FLBP L2 21 HMGB1 ., RAGE ., p-NF-kB
p65 E AR B E T (P<0.05), 45H LA 2. %4,

G. KR A HE+rHMGB1 40

1 BFHEKRRIPEBLREBRGEL(HELRE)
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HMGBI1

—EEm e
RAGT G D v v S o -

p-NF-cB p65 - S s s S S G5 kDo

o .- o

A B C D E F G
A3 4 ;B PCOSHL 5 C: ARZF TR 41 D - AREE R 55 71 4k 20 5
E: BB ER N ZEERZH 5 F . rHMGB14 ; G : RS2 i A E+rHMGB 14
E2 ‘HEKXRIIEHAELAH HMGBL RAGE . p-NF-xB
p65 .NF-kB p65 & B FiZ A K E
R4 BEKXRIPE AL B HMGB1 RAGE  p-NF-«B
p6b EARIEELLE (x +5,n=06)

15 HMGBI/GAPDH ~ RAGE/GAPDH  p-NF-kB p63/NF-kB p63
SAA 045£0.03 0214002 0154001
PCOSH 1.7840.14 1.05+0.08° 0.72+0.06°
A4 145£0.12° 086007 0.59+0.04¢
e 0.64£0.05" 040£0.03° 028+0.02°
BN AEA 0621006 0411004 029£0.02°
HMGBI 4 200£0.18" 136£0.11° 0894007
HERAHIEHHMGB 4 118£0.15 0.72£0.06° 046£0.04°

a: 525 H4H A, P<<0.05;b: 5PCOSHH [L4%, P<0.05;c: 5%
R A 7R 4L LU, P<<0.05.,
4 Ttig
PCOS J&— R &2 22 505 , HAT ZFh [ 2R F1 2 Fhilf
PRI, ™ 5 M Lo PR 95 ZR AT /& PCOS Y —
A TR, BRI AT SN Sl R 5 2R
P BRURRAE B AR, S SO LA TG 72 ol R 5% 2R R VA 7 LA
o IOBE G 2 Ak TR K SR IUAE /& PCOS /9 55
— U GRSy, P AE R T KSR PEAG™ P
I, PCOS £ 2290k LH /K E-FHE JFSHZKE TR,
1R KT8 LH 23 02 68 B9 0 JE 40 Bt & B R & T, i Ik
FY FSH 2410 1 B SEA0RE 40 e b 5 AR e 16 1 |, 3k
T ] e R e A i R A2 B, o {1 O S P Ak T s e ik
R X —IABE S ORyHE s 2 BH, JE e s op i £
FEVE ™ ASHIF ST 3 A T R e YR ARV P U i
3. PCOS KRB AY, 25 5 WoR , 525 4l Heds, PCOS 4
KBRS T W | 25 1 B 5 227K 7 2 HOMA-IR Ft i, FSH
HOFREAS, LH. T /KT 5, 2B PCOS R RAFFEI S =
O SRR MUAE o BEAh , PCOS 518 AR E RAEA
KM I, AR AE I T PCOS K BB 5L 4 21 TL-
18 . TNF-a 7K F-FI DN 5L R A P A BV P AR b . 4525R
W, 52 HA i, PCOS K BLIP 820 41 IL-1B.
TNF-a 7KV B B 5 2 50F+ =5, 0 L 20 20 B 40 43 7™ o,
FW PCOS K FRAAAE A AE [ vy H 5P 520 217 AE g 3l el
A% DRI, PR 5 ZR AT S BRI S RE N AT RE SR IR YT
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PCOS AR Z —

REWE—FR AR B =R 59,
A ZF 258N, g B oAl s
PR RN | PREE IR T 22 PCOS /I BRI B B 41K
P, Al B 22 S 00 2 5 A )s BR R S S
Ry DA RIFSE R B RS TR AT A5 e ) SR AR B AT
il RAE S BLHIVEHT o i FBRER R N 22 BRI PCOS BT
BRI v S RE R AT — 8 M BGEVE R , BRI AR BT LA
HRBAMERT IR . ARBFFTIRUESE , R4 TR AR ME P B
PR 2R 2 0T B8 PCOS R U & 2R BT M R ATR R A S
7, HLARZS TR ) i ey, ORI 2 X PR R IR ]
RERCAIRT Y PCOS HTREA R Z—

HMGBI1 & — Mt B g 1A G 7> TR L
FiE L 5 RAGE B32 AL G 2t — 2 % NF-kB 2 H , 1M
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