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TE LIRS R . JTE PI3K/Akt/eNOS {55 @I A YIA &, BTN HE (121 5% (GXBD) R4 11 B R
A IE ARG LR (T2DM-AMDEVE RS . K 36 KR BUBEHL Y A Xt 41 (Crl) . A4 (T2DM-AMI) , JR3ERE 120 B
WA (GXBD), H4l 12 2, Xt T2DM-AMI 4. GXBD EA A HE MR S NS LA (HFE) . 6 I5 i 43 48 ik £ 7 K (STZ)
SRS FL 3 Flr kil T2DM-AMI KA . GXBD 2 )R ZE7E (2 B KR T 1, PUMELT (TTC)He (e fs .0 LR ZE
., BARE L (HE) YL 0 Hopg BEFR 515 0, 16 B0 58 (BELIS A) 76 K6 ) 1L 3 424k 453 93 i 3 48 Ak 50 405 28 B8 S 26 14 (ox-
LDL)., MalipEsE b & r=¥)(AGEs). #IEEM E LM (X0). #Eid ELYEEMPO). I I AR —FAILENO) ., FiE
WE A (Trx) . BiAGETE HE B EF(TrxR) . JCHLRE IR EE(NOx), LA K B i 3 (T-ROS) Bt A AL fE F1(T-AOC) i1y & & 5l 1%
P B BTED T (Western blot) /7 i A0 JULZH 2L BE BELES 3-U AR (PI3K) . 2 1B B(AkO) I K2 B — A A A & B
(eNOS)HYZE 1 F35 M IR AL K - . 58 4 Bl 20 5 (RT-PCRAGIMN H b Pisk, Akt Al eNOS FEH ) mRNA FEik K, 45
SRR T2DM-AMI KBGO IUSESE ™5, Mg FiR 4 ki finisr & T-ROS /K- 25, 4 Myt & T-
AOC /K2 REA%, O ST PI3K. Akt Fl eNOS #1383k KRR LK T W2 N, MR EEFE ) mRNA FikKT
A2 TR, T GXBD T 1A i 3 5 s Seys B PR AR b . 25 I, GXBD W figf 42 bt fbie ) . W% A 2t
AE w1 A AL R EOIR S L B O LA 2 PISK/AKt/eNOS {5 Sl %, KRN T2DM-AMI BR3P

XKEIE O NEFALE G AR O ; S EN#; PI3K/Akt/eNOS i #%
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Gualou Xiebai Banxia decoction has a protective effect on type Il diabetes

mellitus complicated with acute myocardial ischemia by regulating the activation
of PI3K/Akt/eNOS pathway by oxidative stress

SUN Diyang', XUN Liying?, ZHOU Jidong', YANG Yujie!, WANG Lei', ZHAO Qitao®*

(1. College of Pharmacy, Shandong University of Traditional Chinese Medicine, Jinan 250355, China; 2. College of Traditional C hinese Medicine,
Shandong University of Traditional Chinese Medicine, Jinan 250355, China)

Abstract By adjusting oxidative stress state and activating PI3K/Akt/eNOS signaling pathway, this paper explores the
mechanism of Guilou XieBaxia decoction (GXBD) in protecting type II diabetes mellitus complicated with acute myocardial
ischemia (T2DM-AMI), and partially reveals the scientific connotation of "eliminating phlegm and eliminating arthralgia” of
GXBD.T2DM-AMI rat model was made by gavage of high-fat emulsion (HFE), intrapitoneal injection of streptozotocin (STZ)
and coronary artery ligation, and GXBD water decoction was used for intervention.TTC staining was used to detect the
myocardial infarction rate, HE staining was used to detect the pathological damage, ELISA was used to detect the content of
oxidative stress components in plasma, and Western blot was used to detect the protein expression and phosphorylation levels
of PI3K, AKT and endothelial nitric oxide synthase (eNOS). The mRNA expression levels of PI3K and other genes were
detected by RT-PCR. Results showed that T2DM-AMI rats had severe myocardial infarction, abnormal content of oxidative
stress components in blood, and significantly down-regulated expression and phosphorylation levels of the above three
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proteins in myocardial tissue. MRNA expression levels of the genes were also significantly reduced. GXBD intervention can
significantly reduce the rate of myocardial infarction, improve the pathological damage of the myocardium, increase the
content of antioxidant components such as Trx and total antioxidant capacity in the blood, reduce the content of oxidative
damage components such as AGEs and the level of total free radicals, regulate the abnormal oxidative stress state of the model
rats. At the same time, the expression level and phosphorylation level of PI3K and mRNA expression level of the
corresponding genes were significantly up-regulated in myocardial tissue. As a conclusion, by improving oxidative stress
state, GXBD can activate PI3K/Akt/eNOS signaling pathway in myocardial tissue, thus playing a protective role against
T2DM-AMI.This study partially revealed the mechanism of GXBD in the intervention of diabetes mellitus complicated with
coronary heart disease, and its biological connotation of "eliminating phlegm and disperzing constipation, opening chest and
removing arthralgia".

Key words Gualou Xiebai Banxia decoction; type Il diabetes mellitus; myocardial ischemia; oxidative stress;
PI3K/Akt/eNOS pathway

B PR 5 (DM) B 38 G I o JUE 995 1740 095 2R 2 AR B SR B3 1 2~4 %, 1 L3R &) i IO LA BE . o0
730 LB F AR, R, DM LB LA R — A R A R ke (1 E )

TR R T ER “HMmE., O G . DM EFE M AR . hE, R H AW
LB OIME, RENOIEIERE, EmSECONEN. OD8IE%E. T iZREdE, FEs
RN CHRPREUR” o TN A2 E % (GXBD) & 1 E Ik PRI IT 1Z 28 PE & 7 7], 7 # oG
R B E 28 Tz oy VR R ML, 2 e rb 25 3098 22 0T BRI M R R R AR B A . T R BR
S SR IR RN NI E A AN, T R 3R Ry DA Rk — 25 AR s I R IR 52 17 2 ) 1) 24

AW FCAT AR I, X 11 B0 PR & JF 2O ULER I (T2DM-AMI) K B, GXBD 7K Jil R A & 3 P& IK
HIAE &R Mh 5 TLOVEEEYE, UUCONUEZERAR, [FIe 4 8 25 7w 7 Hof g i — S a &
fitf eNOS) (I iE P . — AL B (NO) & =451, Sk Ah B i i S8 452425 1 K BUAR O UL AT AR . B 488 1) 78 S
T, Z KR B RGBT B3 o AR KRS, BMEHFE TR, FEEE L 741N
AR EEVLEE 3-BAME(PI3K) A& 2R (i B(PKB/AKL) [ 2R [ R I& LB BRIL AP, A HEM GXBD Wl fig
I SO LR PISK/AKY/eNOS 15 5 1@ i & T 1l T2DM-AMI f1EH -

TR %N, PISK/IAKt/ENOS 15 5 1 B% & 4k R 41 g A A7 (0 G am i, P T — PP B S E AW =
W, Hb e TTE AN R B, MZE M H R ERGE T, SuCBEREE T, B4R A A
BT AR A 40 f ) T2 1010 AR R, PISK iS5 Akt EfR1k, p-Akt SERE eNOS KRR LI, p-
eNOS DL L-FE&EBR NIEY), 1EVUE EYMES (BHA) MBI T & il —SF LR (NO). 1 76 1T B A AL N HOIR &5
T, BH4 #iE M &, SEMAWFT AL, Wi eNOS & AMIHEERNE, B 4 oA 2
NO, M FEgnfei -0, AMI KA, OIFEAT 5% EA N BEORE . BT Zobi A i 4% o7 1%
i R T B X AMA R S8 B0 R LA i B SRRSO UL B TS PR ((ROS) i 1 AU (RON) &5 7=
ERURI N, Ml PISK. Akt. eNOS 258 [ K%, FECL LN ) & -1,

NI GXBD & miE i iE A h, W AMI 55 W IS AL R BOR &S, T
PI3K/Akt/eNOS {5 5id %, FMfl.ONAMFET:, K% T T2DM-AMI fEH, ABF 5K H GXBD /KHl
T T T2DM-AMI K BB s Sl &% 20 K BRIy e B 28 (T-ROS) B A AL sy, Gn i HhE
Bl R 35 72 ) (AGES) . AL UK 25 B IS 25 1 (ox-LDL). 7% M A 42 AL i3 (XO) . B A AL W i (MPO) &5 13-
WP R B PUEALRE J1(T-AOC) . F EHL AR, W E R & A (Trx) . B 5048 2 (138 J5 B (TrxR)
SE08L [ i M S AL sh O LA 2L PISK. Akt 2 eNOS 4R AR I8 L ER (LK T B 76 Ak A4k
N, WHHE PIBK/AKL/eNOS #E NI S, it GXBD %" T2DM-AMI [I{E FHLE], #5248~ H
CTFRRBRER . ARBELS T RFEN .

1 # #
1.1 3K

GAPDH K H g iR . HRP FRic 1l ¢ 2 s EHUAPTUR R 196G K dit 84k e /1 (T-AOC) it 7
& E JE[E Abcam /A ] (ab9484. ab6789 K ab65329); PI3K. p-PI3K. Akt. p-Akt. eNOS K p-eNOS
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% T MEPIIA N H S5 [E  Affinity Biosciences 7 @ (AF5112. AF4369. AF6261. AF0016. AF0096.
AF3247); RNA 27 & (PrimeScript™ RT reagent Kit with gDNA Eraser). SYBR & &= i 71 £ (Power
SYBR Green Master Mix9767)% Fl H A& Takara 2 7] (RR047A. RR820A). fii b & A (Trx). i b &
I8 R B (TrxR) . TG R £ (NOX) 7 &0 [ 55 [ Cayman /A ] (11526-1. 11526-1. #780001), &M
14 45 AL il (X O,8458) 1k 71 &1 14 25 [ Sciencell Aw], 4R 14 H % (STZ, 150250)0% (5 41 E k5 Solarbio
AT, BT LR (A (ox-LDL) M HTHE I Ab 44 7= ) (AGESs) iR 771 & i B+ B L Bio-swamp 2 ]
(RA20455. RA20685), ffid % tk¥E(MPO,mL003250)iR 75 & E [ L i MLbio 24 7] .

JINZ (Furctus trichosanthis). #E [ (Bulbus all // nacrostemonis). =& (Ruizoma pinelliae)#) & 1L
RPEAGRFWEER, S ARPEAGRKFHER P 4SBT E MR AREE, iRk, 3%
W, MWWHERBSEEE

JRZE 5k (42 5 7% (Gualou Xiebai Banxiadecoction, GXBD)J#il45: /K3, . FE (L) 8:3:4.
£} 1000 g ZGMBCHE I 550 mL) /K 5t Z58R9E 2~3 h J5, KIF/ANKRIZ 20 min, BIHZE 1024
Wo IR ZGYRTE 15 min B 2 M2 &I IR KBTI 2 R 253K N 1 g/mL
IRTIR . -20 CHRAZE M . R 37 CoKi A G 4% 20 g/kg d #EHEE .

i BE #L77 (Highfatemulsion, HFE)[fil % : S H SR 7 vk0, K REE B, fEim. R W
FEDR A MENE . mhiE-80. TN EE . ZRTRUKIRARAILE SN 10:20:2:1:20:20:30 BCHl . S KA T AR A B
P AR R B EER A RN P SO U e, PRI S) . FEANNILIR-80. TN EREAIZEMAK, FF[E
R, BWHIEER. -20 CUKFERA & . AR 37 C/ARBmALTZ 1mL/100g d 77 = # B . Z 57
AT KRR R E .

1.2 SLLEEhH

fajE SPF 2% SD KB, 30 H, 44/ &#(200420) g, W4 b 4e@FI LG zhh oG RA R, ¥
A[ES: SCXK(5)2016-0006. T SPF Zish#y sk AT imaw, 174 4F: HEQ25+0.5) C, AHXTEE
40%~70%, 12 h BIRSFEIR, HHSEEUoK, ENEEFE 7 d EIFESER. SLRMrmEsE. hEd
PSRN AR PR GRS =g E A A 2 i (#5: SDTUCM20160512001) , fF&
A N\ R [ BB AR (1) (O T B LR R HE TR L) Al AR o B 24 K S AR 3 25 A 4 A
1.

27 &

2.1 L%t

KR FEHL Ay X IR (Ctrl) . 7 ZH (T2DM-AMI) R ZE 5 (1 2 2 1% 4H (GXBD). K& Ctrl 44, H
SKRBRIBFER HFE. 205 T2 UG5S 7. 14 K 21 KXFHTAE K RBEAT AR A I, 50 5 i g 7 = A
IR KR . 5 22 RAtmARIMAE KB, MEIEES STZ #4 T2DM 7, 5 25 K, &4 KR =
MRt 2 h MR &, FREEAT DR &R & 9258 (OGTT). ABR LT & AR E Mz . 5 28
K, GXBD A KR A #ER HFE, TA#EAR GXBD, #E£:4525 12 d. fEMEIKI AN, T2DM-AMI
HEENR HFE+FMRRU AR K(NS), Ctrl H B4, N BEERFEMAE NS. % 36 K, GXBD.
T2DM-AMI HFATREMKEILF AR 5 39 K, Frashaiiast, SOk, Mk, HaaEsess 2k a
M. RIER A

RPRE B W SE IS B AT & et 2 2k, SEIR P e R4l 10 ROKE, SRIR g Rmt &4 paLE 8
RO R s 347 gt 22 ab 2
2.2 SR B I &

R MR, T 2 W PRI & 58 7 O () R R I AR, S AR B Al W s2 56 vk, R =Bk @ ar
T2DM-AMI K RARFI, ¥ 2 HFE 3 5 614 5 i 0RE RS 780 3 pl K SRR PN B 3 RARPTIR S R A R
ME e ST STZ )4 T2DM Y, e, 453 K BEIRsh ik 4 T2DM-AMI B AL,

g MUREAR 7Y . HFE ZESEEE 3 J8 [FIn M DL @ k), ok HE 2 8 R () 5570 | 0 NS M DIt 3 1]
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Blo AR THEREIEAGSE 14 F1 21 K, KR ZBRREE, BRAERM, 905 i i g 2 H =15 (TG).
SHFERE(TG) REFENEEA(LDL) k% FEIEE A HDL) S &. SXTBAMLt, TC. TG & LDL &
T, HDL 2 PR AR A A e g I 12 A5 s )

T2DM BEAL: bk & S A K S A 2R 6, BRI s v 5 v f) B STZ (40 mg/kg d). 3d 5, K
THE 18 h, FEFRMKHCM, A A . RIS TR A EK (2 glkg)#EE, 34T OGTT, 2 h EIE 5
I . 25 B IR IR B2 KT 10 mmol/L B35 48 Ji5 MHE I B KT 16.7 mmol /L AL N s Ih i T2DM #5784 K
BB\ o

T2DM-AMI #i7Y: B bk T2DM B3R AT et ik 45 L F R o BB 5 G B2 b 22 (50 mg/kg) ik
G, EEWWHLIFHITRENE . TAMSE 3. 4 Tl RE.OE S, DIEE LG4 A5, 6/0 4
2R T I TR BB AT IR S A3 N 4 2 mm b5 3L, EEAEVNIRESLRE R4 . LLOHIE ST Bdam AL
VLA % 21 €8 Ry 25 L R Dh (1
2.3 10 BILAE E 2= 46

UK BRORRIEE i BCHY O I, NS 5% . WT-3R1H NS-20 ‘C¥A 5. £ 0.5 h Ja MGk T 5 VI k&
Y 1~2 mm HE#EHEIRHE F . TTC A 37 CHEEEIEE 15 min. ARG IR . FEZE A0 4L
ANREME TTC Jeft, RAM,; REIEXIATH TTC Yett, R4, HWHEERE S RENE LN A B
HEME XA, SO UEEIEEE . O UBEFE 2 =58 X 1H AR/ (B FE X 1H AR+ FEREBE X 1 AR ) X
100%.

2.4 DALALRREBBAHR N

KEREE, 4%% BHEEWRET G, WELONE, UK PBS Hif. 4%Z BHREFE 24 he WK,
A, YA (R 5 um)jE 3T HE Jef. B TS,

2.5 M 3% | AL R K 43 & E 4T

I8 FEh kB, BFRANPIEE, £ 2000 r/min B0 10 min 517 . S8 ELISA R & i W kAT
AR, A Hr A I H AGEs. ox-LDL. MPO. XO. T-AOC. Trx. TrxR % NO Hi/KF.

2.6 Western blot #il

REGONAHLAEE, BCA EEEEIWKRE, FH 10%% A Wik &k, #4718 51 SDS-PAGE
FJK. 100 V {EH& 90 min, MBIEFEEE(NC JBE). 5%/l @k i) TBST(Z 0.05%Hnt i -20 1) TBS 22 i)
HH 2 h. —FHi(GADPH ¥ JE 1:3000, PI3K. p-PI3K. Akt. p-Akt. eNOS K p-eNOS ¥ J¥ ¥ K
1:150). 4 CHHWFE . TBST ¥l 3k, 10 min/ik. —H=iRMFE 1 ho TBST ¥/ 3 ¥k, 10min/iX.
ECL fL22 K MRS . BIO-RAD #E % ilif% & 4t fe A0 FE 31T & & 7 -

2.7 RT-PCR #&:il

RECODILA LS RNA, FER PR &0 40K RNA @4 5% i cDNA. FIH ABI 7500 sZK PCR
A4, TB Green Master Mix FlIZE KRE 25 AT R Y14 . 51975 W3R 1. FH AACTIEXS SER %
J6E & PCR (qRT-PCR) 45 B k47 M %t & B0 7 o

#1 qRT-PCREIF 51
Tab. 1 Sequences of qRT-PCR primers

BRI 351 TSI
Pi3k 5’-CGCAGATGATACTCCTGACACC-3’ 5’-CAGACCCGCAGCACAAAA-3’
Akt 5’-ATGGACTTCCGGTCAGGTTCA-3’ 5’-GCCCTTGCCCAGTAGCTTCA-3’
eNos 5’-CTGTGTGACCCTCACCGATACAA-3’ 5’-AGCACAGCCACGTTAATTTCCA-3’
Gapdh 5’-GGCACAGTCAAGGCTGAGAATG-3’ 5’-ATGGTGGTGAAGACGCCAGTA-3’
2.8 #IES T

K SPSS 22.0 Giit o0 M B %o 52 56 B B AT ALIA] -G 56 e 5 240 H . SR IG EE DAY B () v
#(SD)#F~, P<0.05 H4it¥E .
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SERSHH

3.1 GXBD E & X=X RO AILAE TR 2

2 TTC HtasbP G, SRR ONHANE A, JEMEXIEE A RA A, HERG ST RER
EBEIERER: T2DM-AMI 4K B0 LGk L™ 5, O IBESE 35 (33.8141.61)%; 45T GXBD J&
K RO IEAE BB AR S 2 kb, O ULEESE R 8 T2DM-AMI T 44 14% (& 1. % 2, P<0.05).

K1 SARROIENTTC it
Fig. 1 TTC staining of rat myocardial tissue in each group
%2 HULRRLNIRETER( X 15, n=8)=

Tab. 2 Myocardial infarction rate in each group( ** +s, n=8)

ZH 5 LJIUIZER /%
Ctrl 3.21+1.45
T2DM-AMI 33.81+1.6144
GXBD 19.83+1.97°

¥: "5 T2DM-AMI ZAHEL, P<0.05; “*5 Ctl LM H, P<0.01.
3.2GXBD BEREHEA AR OARRFBERG
FHKBR OV HE etass B 2 Fron. Ctrl OV KNI . 580 1E 5 . HZRHE 5 2
3% . T2DM-AMI ZH 0] WK A 30 X 35, A A0 X O L4 e HE S 25 6L, AR A . GXBD 4.0 LEEBE X
IR Sk, 2 B AN R T B PR AR R AR () 2) .
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A~C 751y Ctrl. T2DM-AMI fil GXBD 41, K% % 400 1% .
2 BHRRONAL AT H HE Qe g F

Fig. 2 HE staining photos of paraffin sections of rat myocardial tissue in each group

3.3 GXBD B & P& R4 A K iR 1 %2 0 AL B iE 14

M CK. CK-MB %M & i 8.0 W4l MR SERE FE i & Fe br o AL W7 : T2DM-AMI 21 11

OHUEE CK Al CK-MB v 8 E T 5, M GXBD 41K L5 1% 75 b il v 14 BH 32 I (% 3, P<0.05 5§,

0.01).
3 FHKRIMILCK. CK-MBIEH:( X 4s, n=8, Urt)
Tab. 3 Plasma CK and CK-MB activities of rats in each group ( ** +s, n=8, U/L)
5 Ctrl T2DM-AMI GXBD
CK 181.21+14.62 453.86+37.07°" 204.90+20.51"
CK-MB 120.55+6.96 556.00+31.59"" 241.66+19.06"

e 5 T2DM-AMI AL, P<0.05; ““5 Ctrl 4HAHLL, P<0.01.

34GXBD ATHEEKXFRMBEEUNERTHWEE

=N
B
o]
4,

5

F ELISA J732 55 milknill 7 & 4R R 2R 4 Fhéa b i s> AGEs. ox-LDL. MPO & XO H) &
s FERLI T H AR E I (T-ROS)I/K . Rl Rk 5 Ctrl 48, T2DM-AMI Ak + L
4 FhEE AL o Ko T-ROS /K218 10 1 GXBD 41K SR b Bk 5l 29 7K1 251 W9 S PR ARG (2
P<0.05 &% P<0.01).

R4 SRS LIE Rk T X 35, n=8) -

Tab. 4 Levels of oxidative damage components in plasma of rats in each group ( X +s, n=8)
D% Ctrl 41 T2DM-AMI 4 GXBD 41
AGEs (ng/mL) 379.58+35.09 1096.67+66.58"" 830.42+57.45™
ox-LDL (ng/mL) 0.59+0.16 4.66+0.15"" 2.37£0.19*
MPO (U/L) 84.57+22.57 486.55+24.33"" 371.09+14.67°
XO (U/L) 29.90+2.16 65.69+4.04°" 46.10+2.96™
T-ROS 4566.45+251.21 7910.93+330.39°" 4998.03+248.24™

VE: "L "5 T2DM-AMI 2L, P<0.05. P<0.01; “*5 cul ZHHitL, P<0.01.

BEdERE: 5 Crtl AL, T2DM-AMI 43 FHE AL Trxe NO K TrxR /K753
& (P<0.05); 4 GXBD Tija ik s & B S Hi e fe I 8185 (F 5, P<0.05 8¢ P<0.01).
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%5 HUKR A KK 35, 0=8)  —

Tab. 5 Levels of plasma antioxidant components in each group ( * +s, n=8)

D% Ctrl 4 T2DM-AMI 4 GXBD 4
T-AOC (U/L) 1.70+0.13 2.42+0.14" 4.53+0.35™
Trx (pg/mL) 325.91+17.79 148.69+10.30" 273.61+16.52"
TrxR (mU/L) 18.32+1.45 10.73+0.98" 22.17+0.86™
NO (umol/L) 57.00+3.25 29.10+1.23" 41.85+0.85"

E: L 75 T2DM-AMI 4IMEL P<0.05. P<0.01; “5 Ctrl 41HI LK P<0.05.

3.5 GXBD LA AR/OAAELR PIBK, Akt, eNOS EHRIER HBEE L kT
WB #6458, 5 Crtl 4A4HEL, T2DM-AMI K ECO LA 20 PIBK. Akt A2 eNOS & A £ iA &
YIS PRAK, T GXBD TG ik 3 B AFRIEKTFEE LA 3. B 4(a), P<0.01 5% P<0.05)
W21k & PISK. Akt [ eNOS & A s 7. AW AR 3 F A BRI ITik, A H iR
K, BgRE R, 5 Crtl ZU/HEL, T2DM-AMI KECOULAES G 3 FiE A i E B/ EE
HIECAE 3 B2 5K T GXBD TG, il oipk B 2504 (K 3. & 4(b), P<0.01 8k P<0.05).
FREAE VL, 7 T2DM-AMI K ECO LT, PIBK 25 3 R A R R I8 SOoE 2 3 17 5 & 30H),
M GXBD MM 2% Ll 7 LR EAMRE, JFRE LSRR

3 B KR ONHSIH PIBK, Akt. eNOS S H [ K HL B R 10 B (3R A %
Fig. 3 Expression bands of PI3K, Akt, eNOS total proteins and their phosphorylated proteins in myocardial tissue of rats in each group
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E: L 75 T2DM-AMI 4 AH EE P<0.05. P<0.01; A. AAY Ctrl A4 P<0.05. P<0.01.

4 FHRKROUHHA S ()PI3K. Akt. eNOS H AN FiLF, (b)p-PI3K. p-Akt. p-eNOS B ER ¥ (A AH X Rk &
Fig. 4 Relative expression levels of (a) PI3K, Akt and eNOS proteins, (b) p-PI3K, p-Akt and p-EnOS phosphorylated proteins in myocardium of rats
in each group

3.6 GXBD Lift&EA kRO RALA LR Pi3k, Akt & eNos EFE mRNA RikkFE

RT-PCR faill 45 R ar it — B I0uE WB 45 3. 5 Ctrl 44, T2DM-AMI KON 2 Pisk
F1 Akt mRNA FiAE® B EFIK; GXBD FHil)a 3 MEHF 1 mRNA Fik &35 2= (Kl 5, P<0.05
B P<0.01). X —&5 R Ui, GXBD W &#E FEAK ROV Z Pidk. Akt. eNos FE[Fl mRNA ik
K.

VE: *. **. 5 T2DM-AMI 41AH L P<0.05. P<0.01; A. AA: 5 Ctrl ZL# L P<0.05. P<0.01.

B 5 SRR OHELF Pi3k. Akt. eNos ] mRNA X} £ ik &
Fig. 5 mRNA relative expression levels of Pi3k, Akt and eNos in myocardium of rats in each group
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4.1 PI3K/Akt/eNOS i@ & 2 GXBD F¥i T2DM-AM| I EEIF3H

TERTHAZERE B, AT — DRI GXBD 7% & BRI K R O NUBIFEER . e 0 Ly 22
R EEy, BERE T HME T-AOC, K 7 Hd T-ROS, YIE 7 7 KA MM BCRES . [FR,
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B M E A . GXBD ] REEIIE R H A, BB SIEORES, g O L4l H PISK/AKY/eNOS 155
B, M RIES T2DM-AMI FERGERT, 0 L 8 B i 80eE T fg 5 ot S8 A E R & DDA 56 .

4.2 GXBD EER B M AL FFHE

ERREE B, AIEREREMREBORE, &2 M 25 R 25800 HLEI 8, A 5T ORI
GXBD 7] & # [£{% T2DM-AMI KL T-ROS /K, FILH BRI PTEAEE, PLEIER A d3t
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MG R0 Sy e Bl R STR B, GXBD AR PR T2DM-AMI #5558 5 BRI+ IX 9 Rp A 5 R
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