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HME . BE R ABANTARRG 89T % R IF R 4264E(PCOS) 9 J7 B BAMH], FTik SR SDHEHX R,
F A PCOSHER G AL, g A 4L AEAVLE VH 2540 B AR A4, 3T IR AR A AR AL ZHARIE K RAR T 26T 1 mL/ (kg-d) &
AR A AR E é")‘ﬂ"g‘ﬁ%/ﬁﬂllg/kgﬁ\?45mg/kg——‘?ﬂﬂm\$ﬁ] 7 2 LA T 4.5 mg/kg
ZWHINHEF o PTG 5 5 KA Western blotting, qRT—PCR. 9% 48 L340 52 3 Ah M i 78 3R 58 B F —a
(TNF-a) . # BT «B(NF-kB) .4 B F IkB(IkBa) 4 & & .mRNA &AM F A, A28 K R A9k & A M
FEER(T) AT A (FSH) . FHRAERFT(LH) KT, SR SAXAGH TR 69K T ILER, £F L4kt
FEHE(P>0.05); ZAKAHH T8 d/s R EIER, 2R A% FEL(P<0.05); dt—F Bk, AR
HREZHT HIF38(P<0.05), B 245 TS AT AP <0.05) , BEA4E T3 BAL(P <0.05), &K K if
T.FSH.LH /K-F it , £ 558 4t 5 & L (P <0.05); #—F F s BA 406 75 T FSH.LH AR+ & T % 4341
(P<0.05),B\h#0 3 THAMEE AT RLA(P <0.05) , KA & TAFRL(P <0.05), &AKRIPRLEL TNF-a.
NF-«kB.IkBa & &G A3t Rk Thdk, ZF AL FEL(P<0.05); #—F M f bk, A8 K K £m 28
TNF—a NF-kB & @ & ik 8% T % 4340, IkBa & @At Rk 4K T 5 4340 (P <0.05); & 2540 K R 9P
$ 20 TNF-a NF-kBH& G £X 38 THRAAS 2 BA(P<0.05), BAAE TBA(P<0.05); B
21K R 9P 4R IkBa B & A FOA TR T BRA 5 AP IR AL(P <0.05) , BEA 4K T AT 4L (P <0.05), &K
B £ 412 TNF—a . NF—kB.IkBa mRNA AA AT & A FIbEk, £ 7 A %3t F &L (P <0.05); #—F mami,
BRI R R I R AL TNF-a. NF-kB mRNA A A F & T 59340, [kBa mRNA A8 £E F4KT 7 41
3‘~’£1(P<0 05); ®ZHA KR IP LML TNF—a NF-kB mRNA A8 % &8 & & THRA8 5 x4 (P <0.05), B

08 T AT RAL(P <0.05); 792540 K S 9P £ 40 2% IkBa mRNA A3k % K TR A4 5 xF 4L (P <0.05),

TEAZAAK T AT BB 28 (P <0.05) . &40k A 9P 8 41 4% TNF-a . NF—«kB.IkBa 89 OD 15 1L %5, £ F A %t 5 & L

(P <0.05) ;3 —F ¥t g, BE A 28 K R 9P 3 20 4% TNF—o . NE—kB % OD 1A 3 T % 9 3 48, IkBa 9 OD 1A A& T
F 9320 (P <0.05) ; % 2520 K R I $ 2048 TNF—a . NF—kB #) OD 8 3 TR 4205 R 20 (P <0.05) , B A2 3
TP R AL(P <0.05) ; 79 25 28 K R 97 £ 40 2% IkBa 89 OD JEAK T B A28 55 2 B 28 (P <0.05) , B A~ 404K T *F B 41
(P<0.05), it B MANEALHR Ty & 97 PCOS 7T i i % A TNF—o 4% 89 NF-«B/IkBa 13 5 i %42 3 LH
FSH. T#H A,
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Abstract:
treatment of polycystic ovary syndrome (PCOS). Methods Six-week-old SPF SD female rats were selected and

Objective To explore the effect and mechanism of self-made Bushen Quyu Decoction in

randomly divided into control group, model group, western medicine group, and combination group after letrozole
modeling. After drug intervention, Western blotting, RT-PCR, and immunohistochemistry were used to detect the
expression of tumor necrosis factor-a (TNF-a), nuclear factor kB (NF-xB), and nuclear factor IkB (IkBa). The body
weight and serum testosterone (T), follicle-stimulating hormone (FSH), and luteinizing hormone (LH) were
compared in each group before and after treatment. Results Before treatment, the differences in body weight of the
rats in each group were tested by one-way ANOVA, and the difference was not statistically significant (PP > 0.05).
After treatment, the differences in the body weight of the rats in each group were statistically significant by one-way
ANOVA test (P < 0.05). Further pairwise comparisons showed that the body weight of the model group after
treatment was higher than that of the other three groups (P < 0.05), the body weight of the group was higher than that
of the combined group and the control group (P < 0.05), and the body weight of the combined group was higher than
that of the control group (P < 0.05). The differences between groups in abdominal aortic blood T, FSH and LH of
rats in each group were statistically significant (P < 0.05). Further pairwise comparison showed that T, FSH and LH
in the model group were higher than those in the other three groups (P < 0.05); at the same time, the western
medicine group was higher than the combination group and the control group (P < 0.05), and the combination group
was higher than the control group (P < 0.05). The differences in the protein expression, mRNA expression, and OD
value of TNF-a, NF-kB, and IkBa in ovarian tissue of each group were statistically significant by one-way ANOVA
test (P < 0.05). Further pairwise comparison showed that the expression of TNF- a, NF- kB protein, mRNA
expression, and OD value in the ovarian tissue of the model group were higher than those of the other three groups,
while the protein expression, mRNA expression and OD value of IkBa were lower than those of the other three
groups (P < 0.05); TNF-a, NF-«xB protein expression, mRNA expression, and OD value in the ovarian tissue of the
western medicine group were higher than those of the combination group and the control group (P < 0.05), and these
of the combination group was higher than those of the control group (P < 0.05); the expression of IkBa protein,
mRNA expression, and OD in ovarian tissue of the western medicine group were lower than those of the
combination group and the control group (P < 0.05), and these of the combination group was lower than those of the
control group (P < 0.05). Conclusion The self-made Bushen Huayu Decoction for PCOS can promote the recovery
of LH, FSH and T by regulating TNF-a/NF-kB/IxBa signaling pathway.

Keywords:

polycystic ovary syndrome; model rats; self-made prescription for nourishing kidney and

removing blood stasis; curative effect; mechanism

Z HE G H 25 4 AiE (polyeystic ovarian syndrome,
Tk Bo) {5 5l BEIE AT G . Horp,
PEIEE, V848 TNF-o/NF-kB/IkBa 55

PCOS B i B9 B 48 &, (H H i R i i

B fick 5 A O S 8 O A7 08 A A 2R

WOESRMPIE LN EA Y, PCOS BT E O WESE R A BURN B AL 5 ¥R JT PCOS I 43 B H X
“PHZ A2, LU SRR E A i i TNF-o/NF-kB/IkBo {5 518 B Y 21,
HER, P EIE TR ANE T A R L‘,{f‘fﬁﬁ%‘{ 1797 PCOS B9 o] BEAE ML, PRHE AT .

factor kB, NF-«kB)/# [ ¥ IkB (inhibitor of NF-kB,
NF-kB A 2 5 i
S A )

LA 301 A i H:
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“a X FH 2525 5, 7 PCOS W IIfi R IR IT % %l@uo
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W%, 1A (180 + 10) g H1 1 E Bl 27 B I i 245 Yy F 5%
Frdeft, SLER s A PR RIS . SCXK (7)) 2020-
0005, MEFELAF . R 20°C . R 50%, 4 H M
et K KR}

112 S A %4 TNF-a Pk . NF-«B
(P65 )UK S Ik Bo A (95 [E Abcam 24 F) ), BT A
B-actin (/£ T AW T/ iRy A BRAF), Fht
R dt. DAB W Al & (U LAY TRA
FR 2\ 7 ) , SYBP® Premix Ex Taq™ ( H 4% TaKaRa 2
Al),PCR B (AW TR KEARAH ), TRIzol
(EEERAEMmEARARAF ), TBST L (iR
P2 A BRA R o AMEF AR Gl R AR B
Berp R 2y M S L), i8035 (FF H- = 25 (1 A BR
AT R (CRGERCAEMBEARAFRA A, RH
B Y K KA A L 0.9% FAL A (b R /R

WA ARARAF)
113 AR A mEmEEOILEE Sigma 2

H] ), B VKA (35 [ BIO-RAD A &) ), 820 9% 56 5 &
PCR X . PCR ¥ 34 1% 455 46 (35 [ Thermo 24 7] ) ,
i BE ( H AR B bR B 07 B X & Ad ) AR AR (S5
Benchmark 22 7)) , B (2 E % G2 KA BRA ) .
1.2 Ak

120 A FH 80 HRBENL > X RZH 20 H |
BRI 20 60 H o SR FH R il m ks &2 kil A58 . ke iy
MEFE S 1 mg/(kg-d), #EZ228d, BRI G425 T
50 1 1 W DR R 9% A WK o BRI A L ) oy
ALRIZ | PHZGL MR A, 4120 H

122 T Rk IR ZH R ) 2 AR R K LA R
BT I ml/ (kg ) EMBERES , 2% (h4i2
HUFSE kst ) O R R AN ARy
R i F BRREA 1S g, LT A JHS
JE AT B L4410 g, i BE B BE 257 %
K BLE AR, HRAWE N1 ¢gmL, A5 H
B KR 4 7R 5 45 7 4B R ) 11 gk FT 45
mg/kg = HXUNRHE B, P9 25 41ALLA T 4.5 mg/kg — !
SUMGHE 8, A4S P25 413 E 28 d.,

123 KRAAZoR AW T T &Y T
28 dJE PR A AR AR, A2 ini 5 K R
RFEAL

124 REAMgEZAFEN KRBT 16 AR . shiE
[E] 3 > e 20 P GR 25, B H R 8 S I HUE

F Bk 5 ~ 8 mL,3 500 r/min Z5.0> 15 min, B 75 ,
B A20°CUKFER URIRAE RN o 2 BRI 8 154k
R U B A5 I SRR (T) A2 BRI R (FSH) L {k
Az FE (LH) 7K - o il i AR F5 5 R FH A A O 72
REFERTAT R BR, BUR BR DD S 20 2L

1.2.5  Western blotting #-] X R 97 $ 2028 'F TNF—a,
NE-«kB.IkBa %% &G 4847 & 15 & B #E 30 mg U S 41
21 41 1 mL PBS, 10 000 r/min .4°C F 5.0 1 min, 35
LI TE X B . N300 wL 2 246, BT
JE J5 BT K 1 20 min A0 ZEA# . 12 000 r/min ,4°C
FE0 15 min, FTAS B WED O A IR BOR B
T -80°C IR A& o PR W, ALK G I
HFH, BUH PVDF JE A TBST HEEYE 3 Y, 23 5l A
TNF-a LR \NF-kB(P65) Pk I Ba HLi& K BT A
B-actin, 7 35 i o HCH B, i TBST g2k 3 1K
JEE T ZHh R 2 he BOATBST FHEWE 3K, 1%
e, BESGEEAm SR, mEG
5 min Z£ 47, H Image Quant 350 i 15 & 4t 148 -0~ A7
K14, 73 BF TNF—a [NF-kB . Ik B 85 A A XS 21k 4,

126  EERAZFTREHA RS (QRT-PCR)#
M KR 2027 F TNF—o . NF—kB . IkBae mRNA #8 %
FOAFE PREFERSESRINL, I UGEK FETRIR 2
Fig K 43 S gE . T 180°C T 4L %% 4 h 25 % RNA fili
YIHL 50 ~ 100 mg 41 2376 WF 4 v AR 8 e by, B8 B oK
% 2 JC RNA fig (% EP & b, il 1 mL TRIzol J5 ¥R %) o
FRE S min J5ANA S5 200 wL, 5EH 15 s1RS), ##
5 min, 4C FEL 15 min, 1 EP & k45 2
J&i . FH 100 WL B8 WG 4 I 2 W 1A I 2187 1) I RNA
fitg () EP & h, IR A SRR RN, RS G E
10 min FF- PR E L 10 min, EP 4B (44 51 B K
RNA, {445 PR 5 A 1 mL 75% £ 1, Hif
EP B K, B0 5 min, 845 LW, HB A
VS WA, FRE S min TR L A 30 ~50 pL
DEPC 7K I HI#S AR W4T fdf RNA SR 40 . 2 L
S RNA 58 L VR I 58 3 M o 45 2 K BRLUEL RNA 1)
HL K P g LB 2 A Al AR R A R i 2
18 SHI28 S, H HLyk Il JC B b 245 il [n] Hij 446 1Y
MG, VLW RNA $2 AL, 50 B PRy, 20 B s 2
JGSEPCR Y B EER . 2 M TaKaRa 277 £ 15 I 43 i il
WL SR R 20 ].LL(S X PrimeScript ™ Buffer 4 L. Total
RNA 4 pL. RNase Free dH,0 12 pL) , 37°C 15 min,
85°C 5 s, 4°C 30 min 3K HL cDNA, qRT-PCR & I 5%
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4. 95°C T A 30 s, 95°CAEME S s,95C B K 5 s,
60°CHEAH 30 s, 40 NG, IR T 95 CAEfI 15 s,
18 F 41 : OTNF-a : 1F [ 5'-TCTCTTCAAGGGACAA
GGCT-3', JZ [ 5'-TCCTGGTATGAAATGGCAAA-3',
519K JE 78 bp; @NF-kB: 1E [ 5'-GCCTCATCCAC
ATGAACTTG-3', fZ[i] 5'-CGCTTCTTCACACACTGG
AT-3', 51K 120 bp; BlkBa: 1E 1] 5'-CTGTACG
CCCCAGCATCT-3', JZ [f] 5'-GCACCCAAAGTCACCAA
G-3'", 5 WK 144 bp; @B-actin: IF [1] 5'-CGGTCA
GGTCATCACTATCG-3', J2 1] 5'-TTCCATACCCAGGA
AGGAAG=3", 5| K 79 bp, L) B-actin HNZ, i
A AACH, ACt=Ct g5 —Ct g 500 » AACt=ACt g —
ACH o B I FEPRF e85 8 B 274 R o
127 SR AL F A K RIP L4 P TNF-a.
NF—kB.IkBa %& & B f 5GP S 218 L 2
A PR (JBE4 pm), BEIEK, 5% 0
A= 1M 35 P LB A 10 mine 8 I0—30)5 4°C R 7
N A5 37°C T E 20 min, ARG S YL 2 min,
ARG #HGEM . B, BAEE MR, SR
] i A5 B AL B, IPP 6.0 B o3 MBS, i s PR
Y0 AT X 6% B2 (OD){H, B3 - S A A R e &
AL, ODE M 2 m BHPE Rk Foll iy o BHE A0
TNF-a, NF-kB. IxBo LAY A2 o AT LA 28 o8
o 0B B PR 2R A
1.3 FitEHE

B 43 A1 R 1 SPSS 19.0 Ge -4, 15 ¥ ok
DIFEL + bl 25 (x 2 s) Ron, HRECR AT 25017,
HE— 2 W AR B LSD—t 6 30 . P<0.05 WS A
Gt L

&R

ZFEKXRAYTREIEEEILER
FHRRLY THRMAE LK, 2R8I
R (P>0.05), FAKRBAYTH 28 d)5iAE
thig, ZRA5T¥E L (P<0.05); H—2LWH
Wi, BEAAH R IAE S T 4M34H (P<0.05), 74
U TG AR R4 (P<0.05), BEH ST
YR (P<0.05), W1,
2.2 FBAKXRMFEHRAKFILER

A KB TOFSH  LH K V- Ho 48, 2 R A 40
T2 L (P <0.05) 5 i#F — 20 WP LA, 1S 70 4 il 3

2

2.1

1 SHEXRAYTHRIRAYTH 28 dEMEELE
(n=20, g, x+s)

205 2581 BilHi 24T 128 dJ5

it B 190.54 £ 8.11 210.78 + 10.3372

[ EilEs) 189.18 +9.13 231.16 £ 15.17

[T 188.69 + 10.14 225.65 = 13.02"

A 190.88 + 10.52 219.32 + 11.6272%

FAg 0.245 5.150

PE 0.865 0.003

W QO5HMH L E, P<0.05; @Q5PH254 H#, P <0.05;
@5 Xf 4L H#, P<0.05,
T.FSH.LH /K5 T 54340 (P <0.05) , V5 2541 75
TEEAEHSHBA(P<0.05) , Bc54HE T 4 A
(P<0.05), WLF2,

x2 FBAXRMBUHMZEKFELLE (n=20,xts)

285 T/(ng/dL) FSH/(mIU/mL) ~ LH/(mIU/mL)
Xof B 1191222672 9944+28" 3451 +6.78"?
MR 17.5+5.76 14.79 + 4.63 47.15+11.63
PiZh4H 15874987  13.08+3.99%  43.12+10.97%
BeAd 13.66 421729 1171 £3.417%% 39224756727
FE 5.999 6.343 6.512

PAE 0.001 0.001 0.001

W OSBRI, P<0.05; @5 192541 4, P <0.05;
@)L A4 s, P <0.05,
2.3 HHKXR TNF-a.NF-kB.IkBoa EHEXFE
LI

& 2H K BLOP L 2H 240 TNF-a. NF-kB. IkBa &
FIAEX RIA I, ZR A SIS E X (P<0.05).
PE— 2 W A, B2 K BB B 4 4 TNF-«
NF-kB & FIAHX Rk T 40341, IkBa ]
FHXS IR AL T 53 40 3 41 (P <0.05) 5 74 25 41 K FRLO
HAA B TNF-«, NF-kB & (AN RSB EES THES
ZHEXIRZ (P <0.05), [FBFECG M TR (P<
0.05) ; P4 245 21 K BRLOP #2421 Tk Bo 7R A A 2 3k B
TR0 50 B4 (P <0.05), [A]IFBE & 411K T
XFHRZH (P <0.05) . DL 1 A3,
2.4 HHKRTNF-a NF-kB.lkBa mRNA 1834
KIFEH LR

2 41K BLBY 840 4 TNF- o, NF- kB, IkBa
mRNA X Rk L, ZR AR FE X (P<
0.05) o HF— 25 W W bb A, 55 RN 41 K B O S 41 4
TNF-o , NF-«B mRNA A8 X%f % i5 & & F 75 8 3 41,
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H32

YRR BRI VHZGLH BRAAL
TNF-o -,
NF-xp S — — | ||
IcBo A — )
Bactin ———— 2 )
1 BAKXRIVEAL TNF-a NF-xB.IkBa EHKIFKIX

£33 BAKBIPEALE TNF-a.NF-kB.IkBa EH
HAXFREBHEEER (n=20,x=5)

Xof B 0.38 +0.07"? 0.53 £0.18"% 0.71 +0.2272
HERIL] 145021 0.81+0.26 0.46 +0.12
[LEEEN 1.13£0.19" 0.73 +0.24" 0.55+0.16"
BAH  067+£014%%% 064020727 0.61+0.2002%
FAH 6.416 5.867 6.495

P 0.001 0.001 0.001

e OEHEMH LE, P<0.05; Q575252 1L, P<0.05;
@5 xR L #, P <0.05.

IkBa mRNA AHX 3Rk I8 T 55 4F 3 41 (P <0.05) 5 74
24 20 K R L2 21 TNF- . NF-k B mRNA A4 2 ik
R TR A S50 IRLL (P <0.05) , B A 4H i T IR
ZH (P <0.05) ; P4 25 41 K BB S 41 21 Tk B mRNA AH XS
RIEEMTHAA S B4 (P<0.05), TG AMKT
XFHRZH (P <0.05). W34,
25 BHAKBRIPEHL TNF-a NF-kB.IkBa Ky
ODfELLE

2% 41K RLUR Hi 40 41 TNF-« , NF- kB | IkBa EI’J
ODfH L4, ZF A G E X (P<0.05), i

Xof e I

B3 BAARIMEALATNF-a EAMEMERIE

X HEZH
B4 HHAXRIPEHAANF-«BEBEMERE

e

R4 HHKETNF-a.NF-kB.IkBa mRNA
WM RIEEEEE (n=20, x+5s)

Xof HR 41 0670212  053+0.18"2 058020
PRI 1.01+0.34 0.83 +0.24 0.39+0.11
(RN 0.90 = 0.29" 0.72 +0.20" 0.44 +0.13%
Al 0.76 £0.2472% 061 20.1972%  0.520.1572%
FAH 5.990 6.498 6.750
P 0.001 0.001 0.001

e O5HRA L, P<0.05; Q570252 L, P<0.05;
®E XA, P <0.05,

WL A, B2 K R R S 41 21 TNF-a. NF-kB (1)
ODfH & T 4h 34, IxBa i OD AKX T 53 4h 3 41
(P <0.05) ; 75 2 2 K KL BP 5L 40 2 TNF-o . NF-kB [
OD A THEA 4 5% B4 (P <0.05) , B4 41 v Tt
MEZH (P <0.05); VU252 K RBP4 21 1kBa ) OD A
& TR A4 50 4L (P <0.05), BEA 4K T X5 1
H(P<0.05)(WLFES) . #54K BN HEH L TNF-«
NF-kB. IkBa FHPERIEILE 3 ~ 5

R5 BAHAKRINEHLATNF-a NF-kB.IkBa #JODE
(n=20, x+s)

243

ot BB 41 0.40+0.14"2  049£0.15"®  0.78+0.24"2
HEARIL] 0.76 +0.23 0.74+0.23 0.44 +0.16
(RN 0.65+0.217 0.66 +0.21” 0.59 +0.17"
A4 0.52+0.16"2% 058 £0.17"%%  0.67+0.1972%
FAH 11.165 6.195 6.302

Pl 0.001 0.001 0.001

e O5HR LH, P <0.05; @5 7H252 L4, P <0.05;
@5 HEL, P <0.05,

E%éﬂ e

22 % 200)

[LEGEN
(e

WEH
r/\'ﬂ.’;?‘ X 200)
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Xof It L

[ESEE

E5 BEAXRIINEAR IBaBBMAMRE (HIEHLULY: x 200)

3 itig
W58 & BT, PCOS B 38 hn "5 N B8 1 2 9
AR, FUIA YT PCOS XF Lotk H 2 001 . ANZ4E )
A I 5 0 A B M F R AE T . BT PCOS
RARHLENA R R B, E AT E A s — 1
FAEIRIT T %, WWIRIAIT 2 LUE HE O) 45 X i b 2
HE, ABFEAFAE R SORYT ARSE R, 7624
SEnb _EBCA T 253R97 PCOS LA AR W/, H
REA OGS B AR, A2 B R G
3.1 BB EFEA N PCOS KRIEMEATR
A

A5 38 12 o fh e vk A2 K B PCOS B2 78Y , oR
iy s mT AR O R P BR R R R i, Ml LH . FSH
Frge A, [ LH, FSH GBS HEBN &%, K
HeOP T e et , & nOp S 2 BB ARG 45
R, YT Hs, B8R BB &
BE, BmTHAN34; VEAA R TG 4L R
M, BEAAm TR A . teah, AR IMmET.
FSH. LH @& FXHdl; HS5HRAMHL, migT.
FSH. LH W W FEAL, HrhBGHEM, H& T
XfRRZH . X $E7R PCOS £33 MU IMLIE T, FSH. LHJK
T, PUEIRYT AT HE I VE T, FSH. LH [
fiX, WA H AN AR IRYT R, ST, FSH.,
LH 2k — B, PN, PCOSHRALEZ R
B . BRI PR B E, Wi oM, T R
MFAE , M B AL PCOS 19 47 % . ABF
P A AN AR T b, 2 IR AN
whREY, Wi, BREELHNEZ, 1H#
WS fRME I PSS ORAT L BRI I AR ik A
2y, AhER AR N LA RARE IS 3 I
RS, M2y 18255 HIRE e 2 . A )
2, HLEANER. WL o B
YL R N G 22 0] DL TNF-o S 40 25 3
P2 TNF-a/NF-«B, 4] PCOS #9498 5E JZ i, MR

J7YPCOS; HBREHAHR . MWW REFR,
T 2 X 9 SR A A A A P e B S T e
ZE B BT 5 30 BRI 1T A ek 3 PCOS R BRI B 5
FHCHU, DT I 42 R B AUk B, R AR I T
TNF-a /K-, {2 O D) RE K E " PHSnliE ik
Ko A JE I B AN A% 20 i NF—k B 375 Ak Sz TNF-o 2635 1Y
A SR A RAE RN, H 5 NF-kB/IkBo 4 5E JZ
% BAEAE R ROC R Y, R R A
PR B AL 7T i S 38 i X TNF-a/NF-kB/IkBa R
i 30 I ) R A R S B SR PR S IR, iR
IR =Nl
3.2 B4 E &R A I PCOS KR TNF-o/
NF-kB/IxkBa & S8 B REIEIEH

SRRV H AN B R T TR YT PCOS B BLH, A
AFF 5% 4G 00 K B BP S 41 21 TNF-« . NF-kB. IkBa
ik, B5 0 R EERL A K R B 42U TNF-a
NF-«B # 1%k, mRNA %3k, ODHH & T X 1
40, IkBa#E 1735, mRNA %35, OD{HIME T X
M, SECAAI A EE, P 25 4L RTER A 4 P gl 4
TNF-a. NF-kB & %k, mRNA ik, OD{AYY
Bk, HrhECA A TR, A5 T XA, 58
RUZHAH LG, VO 20 FNIK 5 4190 S 20 41 Ik B B 1 3R
ik, mRNA KL, ODEH T, HPhBEGHT &,
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