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W E B AR R S ERA R B8 kR (GDM) B AL K R 48 e A | K e A BAL B 09 B EAE R SR TRk ALR .
MM SD K RiE 4R R S A5 4 A 8 B UG , B s 45 (FBG) <<6.67 mmol/L #4 # R, 55 4 SD K R A2 3 B4k K R AL S A 2T
FB 20 GDM VAR Ze vt B3 MK 35 71 B 48(50,100.200 mg/kg) , #-20 10 R, MesT BB LA sh, 24 & 2034 ORI i 4H4E IR AE
# 25 mg/kg A A A GDM A, TiEHE , A4 HAX A E T4 h M, st B 48F GDM AR R § £ 22 3K (10 mL/kg) ; &
H1k,#E418d, 53 F53% 3.7.18 X(Gy4.Gra.Gis) M 2 FBG K F ; F Gt H f [ ZBEH 4 (TG) . B A2 B2 (TC) AKX
JE N5 % & Re B B2 (LDL-C) | & % JE A5 % & 12 B B2 (HDL-C) |40 . 7% % 42 @0 #e B F [ 7 9% 375 B F o (TNF-0.) . & @ je A2 6 (IL-6) |
IL-8.] AL B8 45 AR 1 =B (MDA) (A2 A AL B ALEE (SOD) Ak H kit A B (GSH) (id AAL A8 (CAT) K-F, R A k8
TR ABhk RO k& 7 Western blotting % 2~ 5 #i H A6 25 41 28 P 38 BAL M B 3 1R M0 2 Ay (PPARY ) F= 4% B T «B(NF-xB) & & &
mRNA , AMP 4R 64 % & 3% 5 (AMPK ) mRNA vA B #8544 AMPK (p-AMPK) & & 69 Z A H oL, 4R . 53 B4k ,GDM 41k &
FBG(G;4.Gr4.Gisa) TG . TC .LDL-C . TNF-0.,IL-6 . IL-8 MDA 7 -F ¥4 B NF-kB & & & mRNA ) % 5 %3 £ %1 & , % SOD.GSH.
CAT 7K - vA & PPARy % @ % mRNA . AMPK mRNA .p-AMPK % & #) %k 3 B F 4K (P<0.01), 5 GDMILER, & vt BB T
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¥ B F VAR, T vt B35 B &7 848 K R SOD .GSH . CAT 7K -F A % PPARy& & & mRNA ., AMPK mRNA .p-AMPK & & #4 %% %
HREHEH(P<0.05 R P<0.01), £t Zvt X HEAXT GDM AR K R 6490 P 4K L K02 An BAC L3 LA — & 69 BEAF R, L
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Improvement Effects of Total Flavonoids from Morus alba on Glycolipid Metabolism, Inflammation and
Oxidative Stress in Gestational Diabetes Mellitus Model Rats Based on PPARy Pathway

SHI Jifang', PAN Jiaqi', CHEN Meng', MA Jing’, WANG Huawei’(1. Clinical College, Dali University, Yunnan
Dali 671000, China; 2. Dept. of Obstetrics, the First Affiliated Hospital of Kunming Medical University,
Kunming 650032, China; 3. Dept. of Reproductive Genetics, the First Affiliated Hospital of Kunming Medical
University, Kunming 650032, China)

ABSTRACT OBIJECTIVE: To study the improvement effects of total flavonoids from Morus alba on glycolipid metabolism,
inflammation and oxidative stress in gestational diabetes mellitus (GDM) model rats, and to investigate the potential mechanism.
METHODS: After feeding high fat diet for 8 weeks, female SD rats with FBG<<6.67 mmol/L were caged with male SD rats.
Pregnant female rats were randomly divided into control group, GDM group, M. alba total flavonoids low-dose, medium-dose and
high-dose groups (50, 100, 200 mg/kg) , with 10 rats in each group. Except for control group, other groups were given
intraperitoneal injection of streptozotocin 25 mg/kg once to induce GDM model. After injection, rats in each administration group
were given corresponding drugs intragastrically, control group and GDM group were given normal saline 10 mL/kg intragastrically,
once a day, for consecutive 18 days. The levels of FBG were determined on the 3rd, 7th and 18th day of pregnancy (G:q, Grq and
Gus ) ; the levels of blood lipids (TG, TC, LDL-C, HDL-C) and inflammatory factors (TNF-o., IL -6, IL-8), oxidative stress
indicators (MDA, SOD, GSH, CAT) in serum were determined on G The protein and mRNA expressions of PPARy and NF-xB,
the expression of AMPK mRNA and p-AMPK protein were measured by Real-time-PCR and Western blotting. RESULTS:
Compared with control group, the levels of FBG (G4, Gia, Gisa), TG, TC, LDL-C, TNF-a, IL-6, IL-8 and MDA, protein and
mRNA expression of NF-kB in GDM group were significantly increased, while the levels of SOD, GSH and CAT, the expressions
of PPARYy protein and mRNA, AMPK mRNA and p-AMPK
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high- dose groups and the levels of TNF-o, IL-6, IL-8 and MDA, protein and mRNA expression of NF-kB in M. alba total
flavonoids groups were significantly decreased; the levels of SOD, GSH and CAT, the expressions of PPARY protein and mRNA,
AMPK mRNA and p-AMPK protein were significantly increased (P<<0.05 or P<<0.01). CONCLUSIONS: Total flavonoids from
M. alba can improve the glycolipid metablism, inflammation and oxidative stress in GDM model rats, the mechanism of which

may be related to the activation of PPARy pathway.

KEYWORDS Gestational diabetes mellitus; Total flavonoids from Morus alba; PPARYy; Glycolipid metabolism; Inflammation;

Oxidative stress; Rat

I i BB PR 9% ( Gestational diabetes mellitus, GDM )
AR UL IR , TS AR B U A B Y
WA S5, AT 38 Bk e XUBS: ™ R 5 2R KT = 2
GDM % H 2 1 FRA: FRAFAEY (0 S BT IR R 5 2=
HHUMEM N R AR, AR ds it IR
L ARAE AR A0 7 S N A 3k B YRS A T RE S T R
RIS WS, s S Z M k4, LiREE
A5 GDM M & AT 0

FM 2 RPLFRJE MY F (Morus alba L.) 1180,
P A H = 48 TR B0 20 25 ATIR YT N TR E . B Z
GRS, M b A RO 3 S 8 2 I G SO/
H ARG S VE 78 2 BUBE RIS iR B —
EME"T, BT GDM 5 2 BUNE R EA Sk B A=
FHAFAE (B JR & ZEHCHT )™, WA TR A #8000 5 - B ]
Al REXT GDM HA —E iR AEH

T A5 T D T B AR U A2 1Ay (PPARYy ) 2 201 i 9
T GERE RN AR A RV P Y A, AT R R
Kl +kB (NF-xB) i1 fb ey A E S iR B, 71 Al 38
T B I U B — W R AR 1) B 11 R (AMIPKO) 7 3%
MRS AN R N 1 & RS B HRGE , GDM
FE G AL PPARYyIRARAZ B B A, D T (45 5 i 4
JL DR AL IO ™ 0 P R SR T, A2 4R S 2 I 4R
AV R I T, B A T BRI AR R ALY &
T, AWEFE DL GDM B R K B X4, 5 TG &
PPARYi& 72 Ao e A8 S R 15T 5 I i e o) R U g A
RAE AN B, B RS 18 S 0 S R AR
GDM &7 A E I EL

1 ##
1.1 88

Selectra E 4> [ 8 A4k 43T (116 ERFRMAE
H B2 F]) ;s Labsery K3 FIFEFRYL (_F IR TCRHEA R
] ) 5 Veriti 96 B9 1 SR A5 W% S )i (PCR) X (S [H]
ABI/vH]) 35200 AR [ HL UK R 40 S BERE LG AN (iR
RERL 7 A7 BR 28 w1 ) 5 o e £F 775 784 afi A A (% -+ Roche 23
A ) 3 X6 U BRI 55 Ao e B (il oo AR A
FRZH]) s TGL-16K 7l &5 2 2.0 HL (I R A S 3 2= A e
TR A BT 3 YM-T2000CT ZI 3 75 (X (| 74 B 2%
HBRAHED
1.2 A 5iRF

FEMHRO (35 :20170937) I [ DU A 25k Ao A
FRETAE AT, 2 B B R R A5 — i E = e AR Al i AL R
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AR RIS B 5 e A RPREHEY R (M. alba L.)
it

MR A % (STZ, 22 5 Sigma 23 F]) 5 pH 4.5 I HI#%
MR w il (i S e R AR B A BRA AL S
T2607) ; 93 PR AL X T~ (TNF-a) (#t 5 : m1002859) | [
4 Jig A & 6 (IL-6) (#it 5 : ml028583) | IL-8 (It % :
ml028580 ) B F 328 W FfF 72 (BELISA) i & ¥ {1t
FEEC A R A BRA B 5 TN 8 (MDA) B A0 B EE 2R
Pk & (5 A003-1-1) A4k W 7 AL i (SOD) %
e AR ) B (HE 5 - A001-1-2) 48 Bk HF bk 3t 4 Ak Wy il
(GSH) #7238 71 & (L5 - A006-2-1) | 3 48 fk &
(CAT) A W50 & (L5 : A007-1-1) #40 [ 7 5t £l
A W TR AIE 9T B 5 8 4 RNA 42 BUE 57 & (it 5 .
CWO0597) . SuperRT cDNA 5 — 8% & ik 7l & (5 .
CWO0741) ,UltraSYBR Mixture i 5] 45 (#5 : CW2601S)
0 b B 20 A PR A R R RIPA 246 W
(41t : POO13E) .BCA & [ & Sk ¥ £ (4it5- . P0012) |
REGE M (L5 : POOLSL) 30 F L ifg38 = RAEYH A
FBR w5 Sl PPARy—HL (b5 : ab23673) (Sl NF-xB
— Pt (#t % : ab32360) | i Ji AMPK — #it (#it = :
ab80039) . s J5 i % 1k, AMPK (p-AMPK) — i (41t 5 .
ab133448) | R I8 p- Wl 3l & 11 ( B-actin) — Pt (L5 -
ab8827) . Alexa Fluor®488 #ric i LI 2E 4T fe 1gG —HT (4t
5 :ab150081) \ECL fb 2% & i (4145 : ab65223 ) 11
H 2 [ Abcam 72 7] ; D101 % S L W% FfF 44 I (0.3~1.2
mm, [ RO S A A R F] ) 563428-84-2 IR
Wiz (60~80 H , bigi 2R YR A FRA F]) s A 3R
IR (ARSZEG = H i) HAR BRI A el K R 781K .
1.3 zh#

SPF ¢ M AP SD KB, 6 JH i , 4 )i & 120~150
g, F AL 438 R AL S5 S 4 2N m B AL, S (8 RV ATk
Z SYXK ((5) 2017-0022. 5 B W b (55 A o 1) R
59.8% FAME15% J& 109% 2 $h 2% JBEEE0.2% | %
A T% EHFHRY 5% )W A HiFELEYRH AR A,
2 FHik
2.1 RMEEMREIE

B R F 500 g, T 25 f548 (g/mL) 70 % Z. s
W1 h, B (L) 1200 W, #5120 kHz) 4 FE 30 min
Je AR R 1.5 h, YE I, 24 W0 el 3 Jo R
W LRI 28 T0% & BER R, FH 2R IR R A LI
R FEAT IR ARG I, AU LK L 20% 2 Bk it ), 75 DA
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80% L BEPEI , 15 5% [ 22 5O e B DU R
A3 6 BE T A 3 Filil & 2 hy 58.7 g/L(LAEZY

wit)], F4 °cﬁ'<{sc,%ﬁﬁo
2.2 GDM#EEIFI&

WP SD K Bl 22 = IR TRk} 8 J 5, 25 (AR
7K 12 h, DAl A 5 25 18 1% (FBG) 7K °F- | 5 BR
FBG=6.67 mmol # ; Tl 4> Mtk SD KB 4% 2: 1 By EL o] 55
i1 2 e NI e R E 2 A BERE X o S i i)
P SD K E R 2 H AR, FFic 2255 0 R (Gow) o 4EUR
KEEEE AFK 12 W5, FRRNE EF ST STZ(25 mg/kg)
PLE il GDM AL, F G o [R] 75 Kz I L FBG /K-, 25k
6.67~16.67 mmol/L JI|F| 7 & GDM #7Y & il t Lh
23 SHEEHRH

P4 R R BB ML 2 A 5 B4 GDM 41 D) K S& i
HERRAG R, A 10 B %R KR T s g
BT Go oo 18 6 T S 45 ) S MO R 2% v 5 JE AR A5 4
KEFE“2.27 W 7 ik il GDM ALY, 3 F STZ {415
S MR ZGY) , AR S B REREE ST K
R4 54 50,100,200 mg/kg (DL S - 5 i £ U
TR ) 3 X BRZH R GDM 2H K L3 303 B AR 3R /K (10
mL/kg) ;5 H 1, #2418 do 23T Gya Gra Gisaltt, 25
R4 FE AR ML, SR FF IR SC 52 HE FBG /K-

24 IRARE

F Gis oA FBG /K- I, I8 1 1 5 3% 13 2 BL 2244
VSR EA T BRI , 28 K B O IR BRI , LA 3 000 t/min 5.0 15
min, 50 & L7 , BT —80 CUkKA HRAT, & H s R ML)
AR BEAS AR B, IR B A 408 1, 2 PRER K R = T Uk
S, TN TR AL 45 R A 20~ 30 min, 5 T —80 °C
UKFERIRAE 25
2.5 IMiEHEARAG

B2, 47 B M IS i, SR 4 B s AR s B {3k i
&2 R RIS = BEH M (TG) M IH R (TC) K25
Jig 25 4 BH [ B (LDL-C ) | i % 2 I8 25 14 BH [ B (HDL-C )
B9 7K -, R AR5 S G 0 4% 4 K BRI 3 P TNF-a0 TL-6
IL-8 . MDA .SOD .GSH .CAT 7K , 2417 44 B 77 &
VLA A
2.6 PPARy NF-kB,AMPK mRNA F&ix& il

K962 i PCR L . U 2.47 30T Jif £ 2 2158
T, BT R A 4l RNA $2 BUR ) & 3 4 2 Y
RNA, % Ff SuperRT cDNA 25 —456 ik &0 RNA [
%5k cDNA, fifi il UltraSYBR Mixture i3 & i il )52 1
RZR (H20 uL) , BY cDNA#EAR 1 L, 30550 & N 0 S vz TR
AW10 pl, 5 pmol/L 1) | RS [#145 0.5 uL, 252K
8 uL. 51#¥F%: PPARY | | FiiF5 4435 K 5’ -ATGC-
TATAGTCTATGCTACT-3' .5'-GCTAGCTAGTAGCTAG-
CTGA-3',NF-xB I . T U5 4915154 5'-TAGCGATTAG-
CTTACGTAG-3'.5'-TAGCTAGCTAGCTACGTAC-3',
AMPK I | FUE5 95 %)~ 5" -GCTAGCTAGCTAGC-

HHEEZG 2020455 3185 6

TAGCAT-3" .5'-AGCTACGTACGTAGCTAGCT-3' , f-actin
LRSI 43 51k 5’ -CGATGCTAGCTAGCTACGAT-
3’ .5"-ATGCTAGCTAGCTAGCATGC-3', [ 5&fF:95 °C
FiAS P 3 min, 95 CASME 30 s, 30 CCiB A 30 s, 72 CHE(H
60 s, 3L 35 M, ffi i Bio-Rad iQ5 V2.1.97 #4224
AL IE T BAE IR B (Ct, RIREAFRR L B 2O 1R 5
FIGE U2 BELET BT 28 05 (A PR 500 5 LA B-actin H N2,
i 2722914 PPARY .NF-kB . AMPK mRNA {35 k1.
2.7 PPARy .NF-kB.p-AMPK & H &£ #il

K F Western blotting 75 . HU“2.47 50 i £ 21 2158
i, B RS I RIPA 2R, o 348 )5, T4 C T LA
12 000 r/min #.L> 15 min, Y04 LI5S LA BCA & 1€
RSN e S EA SR, WEMA30 pg, 5 EHEZ W
WA G AT 1 ot 05 R 4 - 3R D9 0 I g 956 e v Uk
(SDS-PAGE) , - T HLUK S5 ¥ 7% 2 iR 41 4k 2 i (NC ) it
b, LA 5% RS2 Wy s i A 2 h, I AKH S —3T (PPARY
NF-kB.AMPK . p-AMPK 5 BEJE 128 1:1 000, B-actin
FIFRIRE A 1:5000), F 4 CHFE I A = H R0t
FABE£R B2 £h (TBST) V8 MR U6 10 minx3 U, IILAAH N —
LR R 1:2 000), 2 IRIFFE 1 hs JH TBST S 1k
10 minx3 ¥, LA ECL b2 k65 B 8 )5 B T 8 Pk
R4 S B AG A S, 8 Tmage J v1.8.0 FK 4k
B, L PPARy NF-kB 5 N % - actm?}“ﬁ? FE(E Y FUAEAE
5 PPARy NF-kB & [1 ) £ ik it , LA p-AMPK 5 AMPK
2Ry IR FEAELAY FUAEAE N p-AMPKé-EEIB‘JEz%bSi
2.8 ZitFHE

K SPSS 22.0 3 4% B g A 141t Br o THE BT
BIYPLX + 5 FN, & Levene 50 )5 , J7 22 57 BRI
22 2 (] 38 ok FH B DR 3R 22 40, 2B 1) R P 48R
LSD-¢ 46 5 5 5 22 A8 55 1 41 18] Fb %5 % Al S B0Rk A
5. P<0.05 WESAZIFE L.

3 H£R
3.1 FHAKXBERREHEIRILE

Gooi, £ 41 K R FBG /KE 41 8] FL 5 22 S 3 T Ge 3 T
R SL(P>0.05), SN 4, GDM A K Gia.Gran
Gusa W FBG K P34 8 T (P<<0.01) . 5 GDM 4 Lt
A F B SRR Gi o Gro Guss T FBG
IS4 8 2 AR (P<<0.05 8, P<<0.01) 5 1 S5 B B TR
Fl4 2 KB E IR A 5 FBG /K F- 5 GDM 41 b 4%, 2% 5
G L (P>0.05) , FERFE 1,

Gus o}, 5 X B 20 %5, GDM 41k KLU A TG .
TC.LDL-C 7KF-¥ & 2 7+ 5 (P<<0.01) 5 1fif HDL-C /K-
5t B g, 25 57 G # 3 L (P>0.05) . 5 GDM
2l oA, S BB A R R LR RS H TG . TC .
LDL-C 7K V-$4) i 3 PRI (P<<0.05 5 P<<0.01) ; M Z& - i
HHRAL ) 5 2H TG . TC .LDL-C DA & 4% 4 220 HDL-C 7K
-5 GDM 4l i, 2 5 ¥ G2 # 3 X (P>0.05) , i
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W2,
*1 FAHAKXBFBGKFELLE (x+s,n=10,mmol/L)
Tab 1 Comparison of FBG levels of rats in each group
(xxs,n=10,mmol/L)

il Gus Gy G Gy
pogicti] 494+0.78 5234086 5314076 5.18+0.92
GDM4] 5.1140.94 1485212 17724309 1692£2.86™
R EATIGA 24l 5024091 1441426 17.14+2.88 1649+2.72
R B 5201092 12.85+1.94° 1205+ 187 11951 1.85°
Zot SRR A R 5.03£1.09 12.0342.09° 10914224 924+ 1.74%

TE 90 A &L, © 7 P<<0.01; 5 GDM 4 1L ¢, "P<<0.05, "P<
0.01

Note: vs. control group, **P<<0.01; vs. GDM group, “P<<0.05,
#Pp<<0.01

®2 HAKXRMFERTG . TC.LDL-C HDL-C 7k F Lt
B (x+s,n=10, mmol/L)
Tab 2 Comparison of serum levels of TG, TC,
LDL-C and HDL-C of rats in each group (x *
s,n=10,mmol/L)

A5 TG TC LDL-C HDL-C

TR 0.61£0.09 115£022 0.68+0.09 089012
GDM41 1744024 304062 1260207 0.84£0.15
ZIEHMIEAEL 1691022 308057 1.19+0.17 0.85£0.14
ZMHEBETAEL  125£019% 25810417 1.02£0.15° 091£0.17
ZMEEERARL  L12£016% 2270417 087£0.12% 0.92£0.12

T S XIERYL R, ** P<<0.01; 5 GDM 41 He#%, "P<0.05, "P<
0.01

Note: vs. control group, **P<<0.01; vs. GDM group, "P<<0.05,
"P<<0.01

3.2 BAKXRIMEF TNF-0.IL-6 IL-8 7K F Eb
%5 B 20 A, GDM 41 K B i H TNF-o0 IL-6
IL-8 /K P14 B 2 715 (P<<0.01). 5 GDM ZH ek, Z&nt
S A A% 7] e 4K B IR R AR KT 34 R 2 BRI (P<
0.058% P<<0.01), W3 3.
*3 HAKXRIMED TNF-0.1L-6 IL-8 /K F LB (X +
s,n=10,ng/mL)
Tab 3 Comparison of serum levels of TNF-a, IL-6,
IL-8 of rats in each group(x+s,n=10,ng/mL)

A3 TNF-a 1L-6 18
pogicei] 50.29+8.79 109.39+16.85 25931458
GDM4l 7931411.23° 1412442019 381846647
R BRI 7228410747 133.8517.68° 33584560
I BETT AR 70.03£9.18 129,03+ 15.50 30.2£4.777
R BT A R4 63.57+8.897 121374 14857 2839+4237

TE 90 A gL, © 7 P<<0.01; 5 GDM 4 b4, "P<<0.05, "P<
0.01

Note: vs. control group, **P<<0.01; vs. GDM group, “P<<0.05,
#P<<0.01

3.3 &AKXRIMZEDS MDA .SOD GSH CAT /KL

5% B2 A, GDM ZH K BRUIML YA o MDA 7K I 2
F+ 1, SOD . GSH . CAT 7K V-1 i F B (P<<0.01) . &5
GDM 41 b, B i 45 57 i 4 K UL ¥ - MDA 7K
14 5B 2 A%, SOD . GSH . CAT 7K V-3 i 2 It 5 (P<
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0.058 P<<0.01), 1M 4.
F4 HAKXRIMFEH MDA SOD GSH . CAT K FE Lk
#(x+s,n=10)
Tab 4 Comparison of serum levels of MDA, SOD,
GSH and CAT of rats in each group (x +s,n=

10)
Bk MDA, nmol/L SOD,U/L GSH,U/L CAT,U/L
g 283052 89.93112.84 62391939 35614697
GDM# 4772071 60.57£8.93" AI3TETET BRI
EOFEEWIGIRA 402058 68.14+9.12% 49314978 27074571
0P EERIAIRA 36910477 741249847 53088157 2949+495%
ZFEEMAARA 33410417 8042+1096" ST60£779% 31274508

S XL R, * P<0.01; 5 GDM 41 He§, *P<<0.05, “P<
0.01

Note: vs. control group, *“*P<<0.01; vs. GDM group, “P<<0.05,
“P<<0.01

34 FHEKXRAESAZAD PPARY . NF-k B, AMPK
mRNA RiZE LR
5 %F B AL, GDM 4K BRUG #8240 21 b PPARY |
AMPK mRNA (335 1 15 1 25 FA% , NF-kB mRNA f) 3%
BEBETE(P<0.01). 5 GDM4I 4L, ST L i
F ALK RUR 41414 PPARY . AMPK mRNA [ 435
T35 TR NF-«xB mRNA f) £ A 3 B & IR (P<
0.058; P<<0.01), 105
*5 HHAKXREAZALRD PPARY .NF-kB,AMPK
mRNA RiZEE (x+5,n=10)
Tab 5 Comparison of mRNA expression of PPARY ,
NF-kB and AMPK in placenta tissure of rats
in each group(x+s,n=10)

A5 PPAR NE-k B AMPK
TR 098+0.14 096£0.15 1.03£0.18
GDM4 0424008 1974032 050+0.08"
Rt ARG RA 0.60£0.07° 1624019 0.64+0.06°
Rt S AT AR 0.69+0.09° 1440207 072+0.11%
Zit S AR AR 081£0.13" 1314017" 078+0.15"
s XA He AL, ** P<<0.01; 55 GDM 41 k%%, 'P<<0.05, "P<

0.01
Note: vs. control group, **P<<0.01; vs. GDM group, ‘P<<0.05,
#P<<0.01

35 HBHKRAEEHELF PPARY NF-kB.p-AMPK &
ARIEEILER

55X R 82, GDM 41K UG #4021 PPARY |
p-AMPK 2 [ 1) e 1k i 45 i 35 FAIK , NF-xB 25 1 Y 35
HRETHE(P<0.01). 5 GDM 4 ik, F M- s w4
F 2 K FUIA 5 2H 21 b PPARYy . p-AMPK 75 [ 192634 2
¥ E T, NF-xB 2 138 1A i 34 0 2RI (P<<0.05 5%,
P<0.01),7 LK 1.6,
4 g

GDM F B A= FREFAE 55 2 OB PRI AH DL, 2B
Sk BH S5 B4 I ZEHRHT LA S B 5 2R A U AR X AN I 25 1)
KA B MR ROAIEE AL  ARAE AN TR I 38R Iy S ST 1)
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ppar, T _—— D e—

NF-kB  — D “—  — -
p-AMPK- - — m— -
R I G N

pacin - G SR S S—

Xof B ZH GDM 41 By ‘f'ﬁml MG RIS

Ll R PR
B1 HHEKXRBEEZALHPPARY NF-kB,AMPK .,
p-AMPK & A RiL KB ik E

Fig 1 Electrophoregrams of protein expression of
PPARY, NF-kB, AMPK and p-AMPK in pla-
centa tissue of rats in each groups

*6 HVAKRIET PPARY NF-kB . p-AMPK EQ &

EEE (x+s,n=10)

Tab 6 Comparison of protein expression of PPARY,
NF-kB and p-AMPK in placenta tissue of rats
in each group (x*s,n=10)

40 PPAR y NF-k B p-AMPK
pop el 096+0.13 047£0.08 093+0.14
GDM4 0304007 089+0.13" 037005
Rt B ARG RA 048+0.05° 0.64£0.07" 058+007"
Ft B AR A 057+007% 045+0.06” 062+0.06*
%ﬂfﬁﬁﬂﬂﬁﬂ 073+0.12% 033+004% 08420.13%
s 5% e, C P<<0.01; 5 GDM 4 Lt A, 'P<<0.05, "P<

0.01

Note: vs. control group, **P<<0.01; vs. GDM group, “P<<0.05,
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