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W E BB R (JPHTF)R4E & 45 5% % & B1(HMGB1 )/ 48 2 A4 K = 4 %48 (RAGE )42 5 i34 5+ % & 9p
$ 42542 (PCOS) K R %A, JTik H X ARAS 4 EF (Con)2e PCOS 41 JPHTF 1% 7] & (JPHTF-L,5.54 g/kg) 2L . JPHTF % 7
% (JPHTF-H, 11.07g/kg) 28 . JPHTF-H+#% 21 HMGB1 % & (JPHTF 11.07 g/kg+tHMGB1 8 wg/kg) #84» = W UK (0.27 g/kg) 40, A 41
123, B ConZ K R A 1% R T I e Z M ERE R | B RA-E@ 441, Ay KRB 18 & IR AR R B4k vk ) & PCOS BE AL
ARG, AR R G RARERMRE S, 0 1R, 4R, TRER240E BRI ET, IR 28,40
7 W 45 (FBG) Ao e 7 P 22 MR £ & (FINS) ALIP 8% (FSH) (3546 A & (LH) (8 (T) =85 (E.) KT 3+ e & FadiAa
AR IRAE 52, A BAE M 9P 20 22 P I S 305 B T o (TNF-a) | & 48 A% 18(IL-18) \IL-1B /K-F-# HMGB1 .RAGE B} B4 1 4%
B ¥ kB (p-NF-«kB) #» NF-kB & & Ak KT MR IP L AR Y IR LRI otk F ., R 5 PCOS Ak, JPHTF-L 41,
JPHTF-H 48 Ae — P SR K R IP 08 5 MR E N A RRARERE R E, L 24 ,FBG, #2984 %, &7 P FINS,
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3 B K AR S Ao iF B, FSH K -F 3 2 %91 % (P<<0.05), 5 JPHTF-H #8345, JPHTF-H+rHMGB1 28 & R, b i 35 4%
TAH B35 2 (P<0.05). 4518 JPHTF +Tid if #74] HMGB1/RAGE 13 5 i@ %4 & AKX PCOS K R K 52 B, iR 82 97 £ 5145 A Y
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Mechanism of Jianpi huatan formula improving polycystic ovary syndrome in rats by regulating the
HMGBI1/RAGE signaling pathway

XU Jing, XIANG Ying (Dept. of Obstetrics and Gynecology, Guanggu Branch, Hubei Provincial Hospital of
TCM/Hubei Provincial Key Laboratory of Research and Application of TCM for Liver and Kidney Diseases,
Wuhan 430070, China)

ABSTRACT OBJECTIVE To explore the effects of the Jianpi huatan formula (JPHTF) on polycystic ovary syndrome (PCOS)
in rats by regulating the high mobility group box 1 protein (HMGBI1)/receptor for advanced glycation end products (RAGE)
signaling pathway. METHODS The rats were randomly divided into the normal (Con) group, the PCOS group, the JPHTF-L
group (5.54 g/kg) , the JPHTF-H group (11.07 g/kg) , the JPHTF-H+rHMGB1 group (11.07 g/kg of JPHTF+8 ng/kg of
rHMGB1), and metformin group (0.27 g/kg), with 12 rats in each group. Except for the rats of Con group, which were given 1%
sodium carboxymethyl cellulose intragastrically and fed with normal chow, the remaining rats were induced to develop PCOS
models by using a high-fat diet combined with letrozole. After successful modeling, rats in each drug group were administered the
corresponding drugs by gavage or tail vein injection once a day for 4 consecutive weeks. 24 h after the intervention, body weight
and ovarian coefficient were detected. The levels of fasting blood glucose (FBG), serum levels of fasting insulin (FINS), follicle
stimulating hormone (FSH), luteinizing hormone (LH), testosterone (T) and estradiol (E.) were detected. The homeostasis model
assessment of insulin resistance (HOMA-IR) was calculated. The levels of tumor necrosis factor-a (TNF-a), interleukin-18 (IL-
18) and IL-1B and the protein expressions of HMGB1, RAGE, phosphorylated nuclear factor-kB (p-NF-«kB) and NF-«B in the
ovarian tissues of rats were detected. The morphology of ovarian tissue was observed, and the numbers of cystic follicles and
corpora lutea were counted. RESULTS Compared with PCOS group, polycystic changes of ovarian tissue in rats showed varying
degrees of improvement in the JPHTF-L group, JPHTF-H
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RAGE in ovarian tissue as well as phosphorylation level of NF-kB protein all significantly decreased; the number of corpora lutea

and the serum levels of E. and FSH significantly increased (P<<0.05). Compared with JPHTF-H group, above indexes of rats were
reversed significantly in JPHTF-H+rHMGB1 group (P<<0.05). CONCLUSIONS JPHTF can reduce the inflammatory response in

PCOS rats, mitigate ovarian injury, regulate hormone balance, and improve insulin resistance and follicular development by

inhibiting the HMGB1/RAGE signaling pathway.

KEYWORDS Jianpi huatan formula; polycystic ovary syndrome; HMGBI1/RAGE signaling pathway; insulin resistance;

follicular development; inflammatory responses

Z 4 B9 8 25 & 1F (polycystic ovary syndrome,
PCOS) & & Lot i i UL A PN 4 W Gt s , FL 4
BRI A 6% ~21% , & SN 52 oA A (R 1Y) 3
KOAFETAEREM, PCOS LAHEDN D) RE RS | S MR 3R I
it DN 2 A AU S B IRRRHE , H i 75%
) PCOS 58 F 148 1 15 & 4Pt (insulin resistance, IR)™,
FIHTIG RIG YT PCOS 2R AMERIGYT B Fail , sl fdt
FH = FOBUN B 8 80 3R P A e R RN, (BRI TR
AN HUSUNCRT B0 43 W 28 6L L B i AN A5 B E o
I TRAFR T PCOS (1940 F BT I A8 G Y7 254
I HEE,

AP TT (JPHTF ) 2 2 T rp B i AR Z I
e, 4G KBIM IR 50 D45 290 7 o %07 4
B IRES RS AR 13 R 2 A i, A I 5 R R
SR, FTA 5 1 is kDI fe T BRI IR AR S, i
PRz 0 T 185 R 55 P8 A4S T B0 2 e g
" IR RS S , JPHTF X PCOS HAF — &k
LA ARHAE LS MoK B . PCOSIRAET , &
i # R jt 7 [ B1 (high mobility group box 1 protein,
HMGBI1) 5 5 B il 5 W A B AL A7 1) 32 AR (recep-
tor for advanced glycation end products, RAGE ) 5 &1k E
BCE ST , 388175 4 IR HOR AR 45 475 Uk 4 5 B 3
KB ILFIK g & LR, L, 2B R )
i HMGB1/RAGE il f#% 1 11 i PCOS Y3 7 1 2 22 AL
il M, ARSC LA HMGB1/RAGE 5 538 % M YA R 35
¢ JPHTF Xf PCOS K FUIR | BP0 K 5 B A B S Sz
SN, 15 A5 W] JPHTF #03% PCOS (4 FHALEI LA K it
PRIATT PCOS #15 %,

1w
1.1 FENEE

A FE T 32 A5G SUGL-001 AY i 4 (Y [ 5)
W42 (A6 50 ) BHE A PR 1. TQI6-X2 R AR X [17 £E X
25 (b5t A PR H)].YISX211-CCD AUG2F i i ( = F
TR EA AR A BR AT o
1.2 FEHBSIAHA

e R CEE ST R IS T DLRE
B Y R AE R H R R (i 5
20250601, 20250528, 20250603, 20250525, 20250602 .
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20250530, 20250605, 20250522, 20250604 . 20250526
20250529 . 20250527 , 20250606 ) 1 /1 & B o 24 i $ 1L,
2L AR v BE B AT 24 VRS 0 4 34 Sy L 5 e A ]
R P S A IR A TRRAT PR 7 5 R s ) R
(4l BF =99.79%) & W 3L £ 4 K &0 %k BE 8 (4 B =
99.96% ) . - F XK &% B 40 HMGB1 4 1 (rHMGB1 ) #J1y
H 3% [E MCE 22 w) (4t %5 43 51 4 HY-14248 \HY-Y0703
HY-B0627 , HY-P73104) ; 25 i Jifi & % (fasting insulin,
FINS) {2 Py 2 (follicle stimulating hormone, FSH) . #&
& Az i & (luteinizing hormone, LH) . Z2 i (testosterone,
T) M — % (estradiol, Ex) IR R HE A F o (tumor necro-
sis factor-ac, TNF-a) . F1 4fl ffd /- % 18 (interleukin-18, IL-
18) Je TL-1(3 1) it EEX fu 72 W BFHIU 7 (ELISA) X571 5 Fl 5
ANE-DHL(HE) By 3200 & 48 R G0 & 1 A
A 50 3 T B A BR A F) (454351 2 SEKR-0033
SEKR-0051, SEKR-4399, SESM-0073, SEKR-0107,
SEKR-0009 ,SEKR-0054 . SEKR-0002 .G1120 .BC3710);
%Pt Bl HMGB1 . RAGE . #§ % ft. #% [H T~ kB (phosphory-
lated nuclear factor-«kB, p-NF-«kB) .NF-«kB 8-}l 3l & F
(B-actin)—Ht LA MO L SE ALY BEHR 10 A LU S50 SR fo i
BREE G M [ 9 [E Abcam 23w (L5 43 51
ab18256 ,ab37647 ,ab76302 ,ab109458 ,ab6276 ,ab133470) .,
1.3 SEIEEHY

AHIF S 8 FH 72 H 4 BE SPF 2 M SD KRB, IR
200~220 g, ¥ BT T THAE Y RH A FRA w48
ft, S S A PV AT UE S - SCXK (5)2021-0011, K
FRUR % A o o B 2R B [ (22 £ 2)°C A X R
(60 +5)%,12 h BIHE 2 R R AT b, A PR AR L HOK
ARSI 2 a DT T TS A YR A B /) 5256
SYIE I ZE Oy 2 W AR, F5 5 S R L EOR (L5
202503162) .,

2 FHik
2.1 JPHTFZ5%#I&

i JPHTF B2 77 53 M PRI 10 g AR%5 15 g BT
15 g #2110 g AR 10 g JI1E 5 g Wi DR 10 g 3k
HE 10 g 24710 g M 10 g A1 BT 10 g 8% 5 g H
3 g, IRAE A ZEE K 800 mL, =39 30 min )7 , 45 LA
K, P SCK B 30 min, 3 BV ; 247 FEN
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A ZE I 7K 600 mL, ¢ AH [W] 77 1 2k Ji Sk R, 20
min, 38 H BTV ; 5 JF PO RO, W4 k25 ok 111
g/mL, B T 4 CRIERAT o

2.2 SREMZLREI&

FRIBUR F LT 4 2 Ah0t BE 1.0 g, In AZRIRK B+
BV, EAZ 100 mL, B 19% R W Lef 4 %
IR, O e Xt B 25 mg, RAET 100 mL L iAR%
Wb, AR A TC ) 5T R FE A 0.25 mg/mL )3k iy
25K
23 HE ER54RY

R BHZ BEHLECT- 27 50 M IE# (Con) 41 . PCOS
2l \JPHTF {5 & (JPHTF-L) 41 . JPHTF /55 i (JPHTF-
H)4 JPHTF-H+rHMGB1 20 Al — H XUIZH , 40 12 2,
Bk Con 4141, A& AR I HEE 7 PCOS AL . SR ke il
M 25 (4 mL/kg) WE B | [R] B MR =i Mg el ek (I A7 45%
WKALAE W) 35% E A5 20%) , iE LR 21 dY, T
BEE 10 RIF AT 138 i 7oowigs , IF R H 0.19% 7 H 3%
WO BHIE U R E T SE 2 10 d AR B K RURH
T I R RS ARG 22, JC LA S 1 TR ksl v
ZALEE LB A, 0 R rE LA . Con 21K BREE
19% ¥2 H 27 24 AN, TR) A M A3 sk, PR AR
BRLIAT A (REABEER 10 R) HEA 7 B U o Wi, e GE 22 4 d
B SR VR R A T e A

TR Ih 5, JPHTE-L 41 JPHTF-H 41 Kk 543 1)
B 5.54.11.07 g/kg™ 1y JPHTF 245 ; JPHTF-H+rHMGBI
ZH R UE S 11.07 g/kg () JPHTF 2453, [ s 8 e bk i
8 we/kg B THMGB1™; — FXUIZH K FGHE ' 0.27 g/kg 1)
T HBUIR s Con 0 A1 PCOS A [R) 45 FAE FEh K , 2 H 1
WESET AT . T U], Con 21K R 4 i £ 338
TPk, HA S 2K R 2 B IR sk o
24 HEARRE

THISEH 24 h )5, PRt 23R BUARE SRS 4L5 d
NoF R BREA T B 78 A WL, L Wil 4520 K R st A T 0972
b, Ve8RS 1% R EA THORE o R BB AR B , 42 FH afiL
W ASCAS: I 4 35K K B 25 i 1ML B (fasting blood glucose,
FBG) ; ZRJ5 R B, O B K 3 mL, =0 BRI 245
FJe SR FHSIUAE B F 32 A 58 T A KRR, 1 B 5 2 B £
L 5K
2.5 BRERHNE

Be2.47 TR 45 20K R OP S AL 4, B 2o R g 10 , B
o P L T AR D R = XU B
Z A (mg) MKH (g)

2.6 & A EE KT R IP & 4 L A SR E E F kA

2470 F 25 4 R B, LA 3 500 r/min &0 10
min J5 7 B L7 , 3% I8 ELISA ) & Ui B B A THA0E 46
W 1f %% 7 FINS .FSH . LH. T .E., 7K V-, 3314 LH/FSH It
{E FBE 5 25 HEP AR AR PEAL 45 %4 (homeostasis model
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assessment of insulin resistance, HOMA-IR) : HOMA-
IR=FBG (mmol/L) X FINS (mU/L)/22.5", 5 % 2H B L
VRN 2,475 6 KK FR A O S 21, il & iU A1 3, LA
4 000 r/min 50> 10 min 5 35, #% B ELISA 157
SV TR RN DY S 40 40 TNF-o  IL-18 1 IL-
1B /K-
2.7 DREALEENE
Be2.4”mi N & 4x6 HRRUMEI S AL, BT
49 225 TSV TP [ 42 24 h, B S 2B TR £k 2% v 12
Ve R CEEM K W RS I SR AN B B e T A
AL D) (JEEBE 5 wm) IFE T HE Je 0, Tt il
SN AT R A P S Wa WA E 2N IR g
Ko, U5 AP (3408, B PEDR I SR N « DRI
(RN PRER E2 2y w1 2021 S Y R U1 e O =t
HEFZELEL = Wik , TG I 5 OB i sl A AR fR B RE 20
JRIZEAE) 5 B ARFEIN A -t HEDN J5 9 B 0 BE 35 [ 3 AL T B,
AT DLAR B A M5 = 5 A I A A , A 6 A I 3

He R 2B g S UA T
2.8 Di&4H20H HMGBI/RAGE B IEXEH XX
i

He2.67 300 25 20 K B B S A1 4, i A RIPA %41
W, WHEES) 3% 5 T4 °CF L 12 000 t/min 250> 15 min, U
& FIE WO E B AW, B J5 T 95 °CoK I A2 PE 5
min, HUEPEE A, BI85 )5 5, F 5% AR A= 1
412 h, it A HMGB1 .RAGE ,p-NF-kB \NF-«B ,-actin —
PrORRBE LB R 1:1 500) , F 4 °CHFE 10 ; VRIS fn
KA 0 (B HL A R 1:4 000) , 2518955 2 hy R H
ECL fb2: &tk 52, f# 1] Image-Pro Plus 3K F 43 #1 4%
R EEAR, L H 8 15 NS 8 11 (B-actin) 1K BE A
HEAEAE R H 8 3R IE 7K, LA p-NF-kB 5 NF-kB [
HEABAE A NF-kB 85 1 R b K- o
29 FitZEFHIE

Kl GraphPad Prism 8.0.1 B4 X £ 4 #4748 140
Mro THETERILLx + s Fom , Z41R EBCR H BN R 5 22
ST, i — 2 R LL A R I SNK-q A 56 o G 56 7K i
a=0.05,
3 &R
3.1 XKRaEEAHTH

3 0 K BB TR AT 22 10 d B S UER &
L, Con K SR BT 215 R A2 4k, LB IS - e 48
JHTE 285 Wit By 15 B B A [ T e A S A g A < B R LA
¥ b K AR =, Bl A A R R o To A% AR B A L R 4
W, S s AT WA R b R A R Ak R A K
i, ZhHs T U L 40 R 2 . PCOS K BRI [ 38
R R IS ] A BBl S 10 A A 2= AR, R UL GE
B BhE b B i, RUR R s g R 8 20l 45
RUE L,
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C. 5 13 K (S i) D. w55 14 K (Zh kT H))

B1 KRIMEFAZUNERE

3.2 JPHTF X KRMAE . FBG 100 & RE A0

55 Con 2l b3, PCOS 41 K FUIATE . FBG Fl1UP 5 7%k
¥ & THE (P<<0.05) ; 5 PCOS 41 M %% , JPHTF-L 41 .
JPHTF-H 20 Fl — H AUIRZH K B iR 48 b 34 25 B AR
(P<<0.05) , H:+' JPHTF-H 41 /9748 fk Lt JPHTF-L 41 % i
% (P<<0.05) ; 5 JPHTF-H 4 [t % , JPHTF-H+rHMGB1
R iR B 5 (P<<0.05) . Z5HRILER L,
Rl BEAKXKRMEKE FBGFIMERBLER (xts,n=

12)

@y g FBG/(mmol/L) EFR (mglp)
Condil 30923+ 1654 508406 0684007
PCOS4 3726141983 12754141 112010
IPHTRLA 35126+ 1742 1056+ 127 0984007
IPHTE-H4 30839+ 1735 7944103 083009
PHTF-HHMGBIAL 35784+ 18.69° 11424136 1044008
ZH 33075+ 1821° 8174095 0814007

a: 15 Con 4l L %%, P<0.05; b: 55 PCOS 41 [t # , P<<0.05;¢: 5
JPHTF-L4] Fb 5%, P<<0.05;d: 5IPHTF-H4L H#, P<<0.05,

3.3 JPHTF X KRR IMEFHZEKFHEN

5 Con 4 K%, PCOS 4H K FLIfILY4 1 FINS \LH . T 7K
F-F LH/FSH ,HOMA-IR 4 i} % 7} & , FSH . E. /K- i
FEAR(P<<0.05) ;55 PCOS 41 He &%, JPHTE-L 41 . JPHTE-
H 21 A — BB K BRI ¥ A FINS . LH . T 7K 3F- #i
LH/FSH .HOMA-IR ¥ i Z BE{I% , FSH  E. 7K V-3 5l 2 7
1 (P<<0.05) , H: v JPHTF-H £H 1) 28 4k 1Y JPHTF-L 2 5
5.3 (P<<0.05) ;55 JPHTF-H 21 b 4% , IPHTF-H+rHMGB1
2H K LM 3 H FINS \LH., T 7K °F- # LH/FSH . HOMA-IR
)5 2 Tt FSHLE. K1 i 3 FE IR (P<<0.05) o 4551
k2,
3.4 JPHTF Xtk BR U $ 40 LR K E F 7K F R 520

5 Con 4 Lb#5, PCOS 4H K FLUN S 2H 21 TNF-u | IL-
18 A IL-1B 7K1 34 & 2 Ft i (P<<0.05) 5 5 PCOS 4 [
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K2 BAHAXBRMBFRHEZEAELRE (xLs,n=12)

Eibl FINS/(mIUL) FSH/IUL) LHAIUL) Tiugl) E/(ngl) LHFSH HOMA-R
Confl §73H091 943115 19514106 0621004 5639248 207016 1974023
PCOS4 BYLL65 5210460 BAH2IT 1295011 41624215 6434051 13514146
JPHTF-LA 18434206 635+052° 2873192 106+0.08 46732310 452+034 865409

JPHTF-HAL 12862157 797+068* 23,642 151" 082005 51.86£259" 297£023* 454£061*
JPHTF-H+HMGBIA] 20.15£231° 5924049 29.86£2.03" 112£0.10" 45,94+ 246" 5.04£042° 1023 192"
R 13294148 8022073 2410£189 084+006° 5147+262° 3002026 483067

a: 5 Conl [t %%, P<<0.05;b: 5 PCOSH L%, P<<0.05;c¢: 5
JPHTF-L4 Fb4, P<<0.05;d: S5JPHTF-H41 Hb4%, P<<0.05,

42, JPHTF-L 41\ JPHTF-H 25 Al — F XSUNCZH K B b 45
Fr 44 5 3 [ (P<<0.05) , Ho v JPHTF-H 41 1) 25 4k, L
JPHTF-L 41 % 4 2 (P<<0.05) ; 5 JPHTF-H 41 It %% ,
JPHTF-H+rHMGB1 41 K fR I iR #5454 o 3 T & (P<
0.05), 4R I3,

=3 HEKXKBRMEALPRERFKELEE (x+s,

n=06,ng/L)

Eibl TNF-a IL-18 IL-1
Con4l 3965541 3582467 27561384
PCOS4L 148,59+ 1573 117671354 92311062
TPHTE-L4] 107724558 86.43£9.28" 67724813
TPHTE-H4 71481932 58391716 45814609
TPHTE-H+HMGBI 41 113.87£12.69° 91241843 82471975
ZpinE 42627210 56.71£7.39° $368507

a: 5 Con4l I # , P<<0.05; b: 5 PCOSH4I . # , P<0.05;¢c: 5
JPHTF-LA L%, P<<0.05;d: 5JPHTF-H4 [b4c, P<<0.05,

3.5 JPHTF Xt KERIPEBAFSTUHI N

Con 41K BRP S L 24544 52 5%, 0K 20 M HE 51 5%
. 5 Con4l H#, PCOS ZH K il b 5 2H 21 5L 3y h ¢y
Z NS, AR I 2 2 | LA DI /L, ROk 4
JLJZ AR, A HES ZEELIC T , e B v Hh e S
AR I /0 (P<<0.05) 5 5 PCOS 41 [1 4%, JPHTF-
L4l JPHTF-H 41 Al — HOSUZE K FLBP S 41 2 1 2 4 1
9 A YA AN [ A, A B Y B 1 B 20 B
AR 1 B 2 1 (P<<0.05) , Hivh JPHTE-H 2H 114 o 3

2 2026457 3T BT 8 1



% B0 L JPHTF-L 41 5 B g (P<<0.05) ; 5 JPHTF-H 41 [t

%, JPHTF-H+rHMGB1 41 K 5 5P 5 241 21 1) 2 3 14 9 A8

HH N EE, S R Y R RN, PR AR D

(P<<0.05), Z5HULIE 21554,
: G

D. JPHTF-H# E. JPHTF-H+rHMGB1 #{ F._XHIME ;
PEER RSy N1/ (PN NN N1 S <P 3 R R
B2 HFAKXKRINEHAAESHHE LEE
F4 BEAXRIPEHALADEHPENHELESILER

(x*ts,n=6,1)

il Rt Hlfdice

Conffl 3.80£0.24 1460+ 1.07

PCOS#L 1650137 5.90£043°
JPHTF-L4 1220£1.03° 8401062
JPHTE-H# 790082 11.50+0.94*
JPHTE-H+HMGBI1 4 1360+ 1.15° 7.70£0.68°
Zing 780£091° 11.30+0.85°

a: 5 Con4 It # , P<<0.05; b: 5 PCOS4H I %%, P<<0.05;c: 5
JPHTF-L4 [4#% , P<<0.05;d: 5JPHTF-H4H [t4%, P<<0.05,

3.6 JPHTF XX R O & 46 2 F HMGB1/RAGE i& B% 18
XEAFRIEFM

5 Con 21 [ %, PCOS 2H K BB 520 21 rf HMGBI |
RAGE % [4 %63k 7K 7 Fl NF-k B & [ B2 1k K 7 34 5 3%
T+ (P<<0.05) ;5 PCOS 4l Hb 4% , JPHTF-L 41 . JPHTF-H
2R HOBUNCZL R B R 4 A 38 i 25 IR (P<<0.05)
Hov JPHTF-H 41 /% 4% 4k b JPHTF-L 41 ¥ & 3% (P<
0.05) ; 5 JPHTF-H 41 Fb % , JPHTF-H+rHMGB1 21 K iR I
RIEFRI B E T (P<0.05), Z5H LK 3FIZFES,

Hvice) — N — —— 2 0
RAGE s SR S s S s 50 |D:
p-NE-c3 — S ——— G kD

e S -0
i D S -

1 I 1 v \Y AU
[ :Con4l; Il :PCOSH; Il : JPHTF-L4H ; IV : JPHTF-HZH; V .
JPHTF-H+rHMGB 14H ; VI : —-F XU
3 HBAAXRINEALAHHMGBI/RAGE #EKEEE
HARIERBEIKE
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R> HBHAXRIPEALAHHMGBI/RAGE BRIEXE
E%:Zij_‘_.ttﬁ(gi s,n=6)

Eib] HMGBI RAGE p-NF-kBINF-kB
Confl 0352005 0.280.04 024003
PCOS 4L LI8£0.14° 0974012 085£0.11°
JPHTE-L4] 089+0.11° 0754009 0.63£0.08"
TPHTE-H4| 0.56+0.08" 0512007 040006
JPHTF-H+HMGBI 41 092£0.12¢ 0820.10¢ 0.67£0.09°
e 058008 0532007 042£0.06°

a: 5 Con4 tb %, P<0.05; b: 5 PCOSHL L %%, P<0.05;c: 5
JPHTF-L4] 3%, P<<0.05;d: 5JPHTF-H4H HL &k, P<<0.05,

4 1Fig

PCOS J&—Ffas ULIY P 43 IR , IR L2
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