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[# E]BM . PRITLEAR ST K BRIM A EF s D Re A sEme I GRAUMLET, 75 3%  A5 1t SD R R4 R xt IR FnZEAS 57T 4 [6
mg/(kg-d)], BFAL 10 H ST 6 J8 045 5K 00 A SRS D A Ul =2 sl kR 22 55 a0 IOk 1 R B AR P e T B, Mt SR
— AL A (nitric oxide,NO) , Western blot 1 RT-PCR il P Jiz 58— 4854k &5 i (endothelial nitric oxide synthase ,eNOS) & 7K
M mRNA KV, G558 7 220 I 32 s ik i 2 5 sl ik h AR, (acetylcholine , ACh ) i75 3 (1 Y B2 A &7 i
TEAL TR A A G it 24 22 57 (F=25.388, P=0.001 ; F=15.713 , P=0.005) , 7E AN [6] ACh ¥ FE [ A 45 12 22 7 (F=664.954, P=0.000 ; F=
440.579, P=0.000) , Ab 38 P 25 59 3 I A 38 B A FH (F=5.905, P=0.002 ; F=8.446 , P=0.000) , %t TR ZH AL A% 511 7T 28 M9 = 2 ik i s
KEFBKRFREE 435147 (84.20 + 1.21)%F1(92.18 = 1.02)%(¢=5.167,P=0.000) , % Z FE 5 bk 114 St AT Sk A2 BE 43 31 47 (86.57+2.21) % Fll
(94.24 £ 0.92)%(1=3.202, P=0.010) . Sk X ACh S 7 B0 35 (1=3.883, P=0.001 ;1=4.459, P=0.001) , S5 X FRZHLAH HL , 4% 51)
IT41 NO % i T+ (¢=6.019, P=0.000;4=4.848 , P=0.000) , ZEA%SITT I 19 3 sh ik Fis R B3 ik eNOS 2& 17K (1=6.193, P=
0.000;/=4.895 , P=0.001) Fl mRNA /K- (1=6.100, P=0.000;:=6.240, P=0.000) , %5t : 4iA% 57T 1 b8 B 3= 3 ik Az 2R s ik
eNOS %55 Je R (13635, SR sh Ik &7 5K T hg
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Effect of vildagliptin on endothelium—-dependent vasodilation

in rat arteries and its mechanism
Shi Yunmin ,Long Yang,Zuo Deyu,Luo Suxin,Xia Yong
(Department of Cardiovascular Medicine ,The First Affiliated Hospital of Chongging Medical University)

[ Abstract)Objective : To investigate the effect of vildagliptin on vasodilation in rats and its mechanism. Methods : Male Sprague—Daw—
ley rats were divided into control group(n=10) and vildagliptin group[6 mg/(kg-d),n=10]. These rats were treated for 6 months,and
the thoracic aortas and mesenteric arteries were harvested at the end of the 6-month treatment for analysis. The endothelium—dependent
vasodilation in the thoracic aorta and mesenteric artery was measured by wire myograph , the nitric oxide(NO) level was measured by
colorimetry ,and the protein and mRNA levels of endothelial nitric oxide synthase (eNOS) were determined by Western blot and RT-
PCR, respectively. Results ; The results showed that acetylcholine(ACh)-mediated endothelium—dependent vasodilation in the thoracic
aorta and mesenteric artery was significantly different between groups(repeated measures ANOVA , F=25.388 , P=0.001;F=15.713,P =
0.005) and at different ACh concentrations (repeated measures ANOVA , F=664.954, P=0.000; F=440.579,P=0.000) , with a significant
interaction between treatment and concentration(F=5.905,P=0.002; F=8.446,P=0.000). The maximum vasodilation of the thoracic aorta
in the control group and the vildagliptin group was (84.20 + 1.21)% and (92.18 + 1.02)%,respectively(¢t=5.167,P=0.000) ; the maxi—
mum vasodilation of the mesenteric artery in the control group and the vildagliptin group was (86.57 +2.21)% and (94.24 +0.92)%,

respectively (1=3.202,P=0.010). The sensitivity to ACh of the arteries was improved (:=3.883, P=0.001 ;1= 4.459,P=0.001). A signifi—
cant increase in the NO level in the vildagliptin group was observed compared with that in the control group(:=6.019,P=0.000;:=4.848,

P=0.000). The protein level (1=6.193,P=0.000;:=4.895,P=0.001) and mRNA level(:=6.100,P=0.000;:=6.240,P=0.000) of eNOS in

the thoracic aorta and mesenteric artery were up-regulated in
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the vildagliptin group. Conclusion ; Vildagliptin can promote
vasodilation in rat thoracic aorta and mesenteric artery by up—
regulating eNOS transcription and expression.
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— %A A (nitric oxide,NO)&—FZ I RELEWY)
W, 2 5 RO A A B R gy
S IS A -0 LI B A S AE R I/ MR 2
AESE . TEHLIAT ,NO i —% ML A & 1 (nitric oxide
synthase , NOS) AL A58, NOS 43 A iz Bl — 48 AL R
& T (endothelial nitric oxide synthase,eNOS) i £2
T — 4 1L & & i (neuronal nitric oxide synthase,
nNOS) #1175 5 il — 48 fk & & Bl (inducible nitric ox—
ide synthase,iNOS), IE& 4 HARET ,NO F 2 H
eNOS AL A M, eNOS = ZLAE M4 N 2 AN ik,
JE O VS RGN B R 2, St iR R
eNOS/NO RGEMEZ PO NG T AAF 50 A IR
PR, B 45 3 Iokooks A A5 L PR 5 | L A8 400 e
9 LU LR I P BB DR o 1055 T A e 209

T RKFE RS -4 (dipeptidyl peptidase 4, DPP4 )i
il e — SR R A 25, 3l L DPP4 A R
1= LB R ALK -1 (glucagon-like peptide 1, GLP-1)70
PRSP 15 5% 28 B UK (glucose—dependent insuli-
notropic peptide , GIP) , fi2 #E& J5 B % 2= A9 401, 7
il R B ANMLYA T, AR AR mUBE A/ E T, AT
WFFE L, DDP4 50 BA BEAR L B sk skt
Wil ORI S N B AE PR X SEERTTTRE S eNOS
WARRR AP 5547 G0 (B BAARDL i A 18,
1115 H. DPPA 10 il 75 GE 75 i 1L | 98 eNOS YA
MAEEFKRINBEATERE . A% 25 5 A DDP4
I A% 17T (vildagliptin) FHUEH SD KL, W
SRUAEREHT TR 32 B ITK RN 2R REE 50 ok P Bz A 1 &
SKINBRERYSZ M, K B Pk ZH 2L NO 5 & | eNOS #%
s SR R KF B BUE T AERS ) TR R B
Bl ) AR B2 AN

1 #RfAE*E

1.1 %54

fatE e SD AR, MR i 200~250 ¢, SPF 2%, i B K EE
BlRZ=SL R s O8R4 AT IES . SCXK (1) 2012-0001
SYXK(¥)2012-0001, f@3 R85 h % 20 C~24 C, AHXHE
& 50%~70% , FEhit i) kL b 5250 2Py oo et | Rk
K, 12 h ZE R
1.2 EZ XA AN E

A48 17T H- (Novartis Pharma Stein AG, Hit 1) , Hif& ; anti-

eNOS (Millipore, 3 [E] ) , anti—B—actin (proteintech, £ [E ) , Goat
anti-rabbit IgG (proteintech, 32 [# ) | & — % Ak &K MR &
(ERRK, ), 2= KOG & (adavansta, 3E 5], Bk —
98 2.4 (polyvinylidene fluoride, PYDF) i (Bio—Rad, 25 [ ),
RNAiso plus & RNA 2GR & RNA #6574 5712857 & cDNA
PRI A N AGE TAKARA AL 25 52 (nore—
pinephrine, NE, & K £ 245, P [ ), £ Bk (acetylcholine,
ACh, A= TAEY), b ), DU T8 B4 145 K I s 4 (785
620M , DanishMyo Technology , /122 ) , BEHK 66326 46 13 ( Ther—
mo, 3¢ [H] ) , 1 1 AL AR A HL 544X (Bio-Rad , 8 ), 2k
FEH PCR Kl £ 48 (Bio-Rad, £ [H ),

13 E&5%

13,1 SERrA BT Read SR 1 R AN SD
KE 20 HBENLS A 2 20, 5 R LG 50TT 40, 41 10 H
MR Bayrami S50 IH | X HE 41 R 4EAR 51 7T 2053 ) 26 T 4
A 0.5% %% FF HL2F 4 RN ORNR BT 0.5% 52 H JL 21
HEZ ANV 6 mefkg HEAKHITT ,HEE 1 W/, LT 10 6)8.,
132 —fRiEA S ia AR 05 2 I8 0% , 2% U0
LSRG IR SO B B IR S HEEAR T
133 AR 3= 3l Ik R 22 B8 Kk A e A P 1 5 7 5K )
AEAGIN  ARSCHG R A Durante SF02 L BUAF58 )71, 4541 SD
KETET I 6 A, H 1950 HZ4H S0 me/keg M TE SRR,
JHCMALBE , TRGH R B = 2l kBRI &R T sl kB, BT
L)L 95%0, Fil 5%CO, &GS R A BLER W (physiology salt
solution, PSS) 143 11 (mmol/L) : NaCl, 130;NaHCO,, 14.9;
KCl,4.7;KH,PO,,1.18;MgS0,,1.17; CaCl,, 1.6;EDTA, 0.026 ; 7
A%, 5.5, pH 7.4], 3 LA IS5 40 25 H AL 2~3 mm 58 (14 1
IR G FEAE AL, SR AR o B I R [ Tk Al
o, — S AR S TR A, — I Rk e RE R . KIS
(37 °C) & 5 mL JELLHELL 95%0, Fil 5%C0, IRASARE PSS
VW, TR KT M 3Nk Be R 1.8 g, M R 1B kBeh
0.4 g, V45 90 min, B:F% 15 min B4k PSS Hk . HFEL195%0,
Fl 5%CO, 1A IRAI AL BER VA (potassium—physiology
salt solution, K=PSS)[ 14341 (mmol/L) ; NaCl, 74.7 ; NaHCO,,
149;KCl1,60;KH,PO,,1.18;MgS0,,1.17;CaCl,, 1.6;EDTA ,0.026 ;
IS, 5.5;pH 7.4] UK A 2~3 ¥k, 2 WA = [ H
PSS W Pk B IELR T, P K-PSS ¥ ORI 0 45 38 G 2
ISR E AR 10% , RIDAH I8 R (1 4544 AT R 1
B0 ; PSS VYL 3~4 WK, Bt 30 ming FH NE(10 mol/L)
Wi i A8, 5 R JE LA BRI Y ACK (i 3= 3 k34 B AR
WSE N 10°~107 mol/L, 7 F M5 | 2 k3 BBl 1070~
1076 mol/L) 1753 ML/ P B2 MRt 1k 6 ik S iz, B ik DMIT AW f
HRE RGN LabChart B L IC RN K 122 4L

1.3.4  Western blot Kz Il s k2020 B 20 mg 7247 1Y 8h ik
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(M Eshk M5 RNk HEL, BT 80 pL 2R 51
(%7 1% ABHDHFRIA 1%BERREH I ) 4 C24% 90 min $2
IS 1, Bradford 200 5E 85 R EE , T 8% 2 SN M It i BE
JKE (SDS-PAGE) HLIK , LUK Z5 RS 7E 200 mA 2 h & F N5
% PVDF B I+, FITBST BeE Y 5%/BAE 32 ] 90 min,
TBST Yk S5, At eNOS(1:2 000) , Hi B—actin(1:
4 000)7E 4 COKFEHIF T 3, Vel 5B E AL bR
CHIPLR TG EE TR IEE 90 min, PEIKJG 4 ECL KGR
AEIR BRI R MBI RAF A5 R . ] Image Lab 31 #E17 K
BEGMHT B R b H BB AR S
135 NO EFEMME  RFEERER I SR A I 50 2 NO
e, B 20 mg ZEAT O BIAKELSY, BYREIT A 80 wL 24
TRAW,4 CEL# 120 min, 12 000 r/min Z5.0> 15 min J5 W HR
W, 2R SEA R G U BRI E - TE W NO
(VR BEARARIN 540 nm A0 FLIVDE RS A, T 25 418
JikZH 21 ) NO 7K (wmol/L)
1.3.6  SERIZOLE I PCR KRl B IK4LEL 4524 40 mg ifik
HZIFE 1 mL RNAiso plus {75 7843 BY R4 ELE. RNA MR 3%
T 7 3 15 P A5 R A R ST AT 06 e S5 R S B O 5 B PCR
(RT-PCR), 51#1)% %1 :eNOS: L¥i#514 5" ~ATGCCGCCAC-
AGCCTCCTTCAT-3, NiE514) 5° ~GCCTTCACACGCTTCGC—
CATCA-3" ;B-actin; LIiF5 |9 5° ~ACGGTCAGGTCATCACT-
ATCGGCAAT-3" , Fiif514) 5 ~CCACCAGACAGCACTGTG -
TTGGCATA-3", 517 5 i N HR SR B A Wy R AR A TR
AIG L Alifk, RA 10 WL RN R R 25 TAR PR B B
95 °C 3 min, KW BB 95 CAEE: 10 5,59 °CiB & 20 5,72 CHE
i 20 s, 47 DMEIE G IR T2 S N 20k o SOV 58 U B
ESELAE RN {E, 23 A 5 HH AR BRI (Cr) , H PR R ARG 3K
HEORHH 2% (HIE AT S
14 %itam

K SPSS 19.0 #RAFHEATGe it 43 A7, 52 g B4 L 2y
B+ BRAEZE (v 2 5) RN, 2 A LUBCR ST BEAS ¢ K58 4707

22 TR I s T I R B3 R I3 AR R i A2 Ry 2
I RTEEARKSE , 28] FOBER ST REAR ¢ K55, 2 9 R H
R BT ¢ 456, FH Bonferroni ¥4 1E P AE, K56 K i o=
0.05,

2.1 dE KRE

X RRLEAR LL , A% 517720 K BRUAY) 25 Il R o i
W MOE, DL 1, A5 B I ERS ST T AN B2 1E B
11425 I BRI B 3k

R 1 ERIITI KR RE =M m R

205 23 & 1B ( mmol/L ) SR (g)
XTHEAL (n=10) 535+0.12 43510+ 11.03
A HNTAH (n=10) 5.32+0.15 429.45+9.33
E 0.538 0.859
P 0.700 0.877

2.2 AT TR RS A AR AT TR B 6 % h

22,1 HERRHNTT NS M S Sk P B ARSI B 5K S N B B2 AN
[FIALFRZE AS[A] ACh Ve 3T Wiy 3 2l Ik iy &7 sk R B 2 s 2
HW T 22 00T AR R BB R ((*=32.303, P=0.005),
FLe “ERATER B, SR H-F 200 25 R AT AG IE A% 0E R 8K
£=0.685, FEMRIKV 1 7R AN [R) b B2 ] 1l A5 67 5K AR BE A e
225 (F=25.388,P=0.001) , AN[F¥R T MLE &7 Ik B2 52
FFaf 25 5 (F=664.954, P=0.000) , 21515 4 A3 52 B A (F=
5.905,P=0.002), W2 2,

B T4 5 e A 2 AR [ W EE 4y B xR 5
YRS HNIT A Z IR IS AT TR R B 25 SRR L2 3, ST R4l
AHEG, 4ERS 50T 41 H ACh A5 1) N R AR 1 7 A B . 34
JN[FE 107 3 x 107,103 x 10 mol/L ACh ¥ & T 1 IfL 45 4F
SRFEE . X IR ZH (36.81 £3.79)% . (68.20 +2.48)% . (79.60 +

x2 ARMEFREFURBNEENESTESNER

AR SRR df SS MS F 1 P Y
20 51 1 3128.130 3128.130 25.388 0.001
e 5 130 694.077 26 138.815 664.954 0.000

A5 x e 5 1249.156 249.831 5.905 0.002

®3 ARMEINKESEIRE ACh THIEF KR (%)

ACh¥E (mol/L )
ZH 5
10 3x10°% 3% 107 10 3% 10°
Xif HEZH 2.91+0.52 13.14+ 1.85 36.81 £3.79 68.20 +2.48 79.60 £ 1.30 8420+ 1.21
AEAKFNTT A 6.33+1.93 16.76 £ 3.13 59.06 + 4.61 81.74 +1.76 89.88 + 0.84 92.18 +1.02
X 1.712 0.995 4.456 6.635 5.167
Py 0.117 0.336 0.000 0.000 0.000
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1.30)%.(84.20 + 1.21)%; 4EA& 5T 2H (59.06 £ 4.61)% ., (81.74 =
1.76)% . (89.88 + 0.84)% . (92.18 = 1.02)% , P=0.002 . P=0.000
P=0.000,P=0.000], i B 44 51 7T HE 38 5% oy 35 201 ok (4 PN AR
LR IR IIRE

FEALH, AT AR ACh e BE T A LA 7 Ik R B, 45
PEWLZE 4 4EREH1TT2H 10 mol/L ACh 5 3x10® mol/L ACh T
B4 I KRR LA TG T 22 57 (P=0.105) , A& vk i
AR SRR E P LA e L (P<0.05)
A JCIEX HRZHL R SRR 51T 4, ACh 3RS S 3= 3h Ik A9 &7
ik, B ACh ¥ B2 (3G g sk B BERG N
222 HEREHNTT NI FRNE SR B AR AT 5K S0 1) 5 1
ANRILL L ASTR] ACh V& BE N I F 5 Bl ik i1 & oK A B 42
ST A S R BN BRIE PR IS (P =42.112, P=
0.007) , 4 “BRXFER B, SR H-F 30 25 SR - TAZ IE 1
IEZREL £=0.610, HEMA /K- 7R A [ b R 8] i /57 1A B

AGiiter2E 5 (F=15.713,P=0.005) , N[E1HEE N I3 &7 5K e
AT Gt 25 5 (F=440.579, P=0.000) , 2H 51|59 5 45 22 H A
FH (F=8.446,P=0.000) , WL 3% 5,

[ 5 TR, A3 AT A 5 A 510 T AL 2 [0 0 A A ok A
Ji 2RI 6, SXTIRLIM EL, 4EA% STT 41 i ACh /11
PR B MRS 7 A B I 8 3 N[ 3% 107°,107° 3% 10,1078, 3 x
105,107 mol/L. ACh V& J& T (W LA &7 Tk R ) . X B4 (2.03 +
0.34)% . (2.71 £0.96)% . (5.30 = 1.13)% . (21.14 +5.64)% .
(6607 £3.07)% .(86.57 £2.21)%; AiAR HITT 4 (4.78 £ 1.04) %
(7.03 + 1.62)%  (23.47 + 6.18)% . (56.77 + 5.31)% . (80.60 =
3.15)% ., (94.24+0.92)% , P=0.024 P=0.042 .P=0.022 .P=0.000
P=0.005 ,P=0.010], 15 W 414 51 T REH 38 i 7 0 Bk 1) N 2
WRAPERT SR T BE

5 23], A BT ASTR] ACh R BT 14 I A A7 SR AR B, 25 3
WA 7, BfE ACh YREEMNE N, I Z B sh Ik &7 sk AR 1) 2

F 4 AE ACh iR E T KRB E BB ET KB B b 52

—— X R 2l ek HNTTH
i PAE ¢ i PAE
10 mol/L vs. 3 x 10~ mol/L 6.226 0.002 3473 0.105
10~ mol/L vs. 107 mol/L 9.635 0.000 13.807 0.000
10~ mol/L vs. 3 x 107 mol/L 27.970 0.000 38.045 0.000
10~ mol/L vs. 10 mol/L 57.727 0.000 36.792 0.000
10~ mol/L vs. 3 x 10 mol/L 58218 0.000 31.752 0.000
3 x 10* mol/L vs. 107 mol/L 6.006 0.003 11.967 0.000
3 x 10* mol/L vs. 3 x 107 mol/L 19.775 0.000 25.831 0.000
3 x 10 mol/L vs. 10° mol/L 30.210 0.000 23.509 0.000
3 x 10 mol/L vs. 3 x 10 mol/L 36.379 0.000 22.051 0.000
107 mol/L vs. 3 x 107 mol/L 9.552 0.000 6.750 0.001
107 mol/L vs. 10 mol/L 13.008 0.000 6.915 0.001
107 mol/L vs. 3 x 10 mol/L 11.606 0.000 6.865 0.001
3 x 107 mol/L vs. 10 mol/L 6.405 0.002 5.335 0.007
3 x 107 mol/L vs. 3 x 10 mol/L 6.850 0.001 5.356 0.007
10 mol/L vs. 3 x 10° mol/L 4313 0.029 4.499 0.022
#5 ARHREFRKFRANEENEFESMER
s SUi df SS MS FAY PH
2H 5 1 4086.710 4086.710 15713 0.005
e 6 126 659.199 21 109.866 440.579 0.000
AFRL x MR 6 3507.026 584.504 8.446 0.000
*6 KRB RENRERREIRE ACh THIEFIKBEL( % )
1 ACh % (mol/L)
10 3x 10" 10° 3x 107 10°% 3x10°* 107
Xof B 1.48 +0.31 2.03+0.34 2.71 £0.96 530+1.13 21.14 + 5.64 66.07 = 3.07 86.57 £2.21
A HNTT2H 2.98 +0.63 478 +1.04 7.03 = 1.62 2347 +6.18 56.77 +5.31 80.60 £ 3.15 94.24 +0.92
1 2.127 2,526 2293 2.893 4.600 3.301 3.202
PE 0.052 0.024 0.042 0.022 0.000 0.005 0.010
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R7 FE ACh iRE T KR RESBRET K B EL 5L

i H X REZH A HNTTLH

({8 P1H ¢ fi P
10" mol/L vs. 3 x 107" mol/L. 2.778 0.575 2.535 0.817
107 mol/L vs. 10 mol/L 1.431 1.000 2.992 0.423
107" mol/L vs. 3 x 10~ mol/L 3.567 0.192 3.602 0.183
107 mol/L vs. 10~ mol/L 3.442 0.227 10.784 0.000
10" mol/L vs. 3 x 10 mol/L 20.104 0.000 27.276 0.000
10" mol/L vs. 107 mol/L. 36.907 0.000 106.479 0.000
3 x 107 mol/L vs. 10~ mol/L 0.746 1.000 2.095 1.000
3 x 10" mol/L vs. 3 x 10~ mol/L. 2.684 0.658 3.519 0.205
3 x 107 mol/L vs. 107 mol/L 3.282 0.283 9.935 0.000
3 x 10" mol/L vs. 3 x 10°* mol/L. 20.268 0.000 26.057 0.000
3 x 10" mol/L vs. 107 mol/L 37.237 0.000 67.431 0.000
107 mol/L vs. 3 x 10 mol/L 3.180 0.325 3.207 0.313
10” mol/L vs. 107 mol/L 3.146 0.341 10.325 0.000
10” mol/L vs. 3 x 10™* mol/L. 20.687 0.000 31.691 0.000
107 mol/L vs. 107 mol/L. 38.163 0.000 55.144 0.000
3 x 10” mol/L vs. 10 mol/L. 2.955 0.446 5.439 0.020
3 x 10” mol/L vs. 3 x 10 mol/L 17.991 0.000 11.777 0.000
3 x 10 mol/L vs. 107 mol/L 34.129 0.000 12.223 0.000
10 mol/L vs. 3 x 107 mol/L. 6.507 0.007 8.277 0.002
107 mol/L vs. 107 mol/L 11.061 0.000 8.275 0.002
3 x 10 mol/L vs. 107 mol/L. 5.484 0.019 5.732 0.015

SHBORBUE 2, L] ACh [RIFEREST S0 IR AN ZERS 17T 41 0.001), 2255 BA G 3, HER 17T RE LR ZhIk eNOS &
Wi Z Sk i &7 5K, B ACh ¥k B2 A3 & T sle fie B 1 o HIRIL(E 1),
2.2.3  HERRBITTXE ACh ERGR AN 4EA% 57T 41 ACh

PR B (BT IK B 509% 91T 1) ACh MR, 50% effective con— 2.0 . 2 .
centration, EC50) W AR T X5 R ZH (g 3= 3l fok - %) R4 (1.61 = %1 ¥ 1s
0.14) x 107 mol/L, 4% 5177 41(0.89 +0.12) x 107 mol/L,t= i 1.0 1.
3.883,P=0.001; 17 R BNk . X HEZH (2.11 £ 0.23) x 10 mol/L, é 05 S 05
AR HIVT2H.(0.92 + 0.14) x 107 mol/L,1=4.459,P=0.001) , 2 5+ 00 00
HAGeH48 (3 8), XAE—E R LUtk s1iT T WML AT A ML et siTA
KB 6 JEJT , Toit T Z BRI el RIS R ACh S NOS . N0S s —
UG
B-actin - - B-actin - -
Fz 8 HEIRFIITIT ACh FFIZERIFM ( mol/L )
2153 g = 5 ik W Z B ik A. K E Bk eNOS H B. W R Mg ik eNOS 1
X HEAH (1.61+0.14) x 107 (2.11+0.23) x10* IO NI
A HTTH (0.89+0.12) x107  (0.92+0.14) x 10® U v 554 L o P<0.05
18 3.883 4.459
p i 0.001 0.001 B 1 45U AR R eNOS B ia RikHy M
23 AT AR RS ARLLLR eNOS & G K- i) a 24 e IT K R EIKLLLE NO A5 0% h
PA B-actin fERN 2, JF LA AL eNOS/B-actin JHEATHR 6 UK 30 kA ZR BB Bk T, % BR4H NO Aovie i 43

HEAL, Xt B ZH i B sh ik A iz R Il ik eNOS 2& /K350 1, 109(26.14 £0.80) wmol/L (27.30 = 1.21) wmol/L, 448517 T4
HEREFNTTU eNOS 2 K405 1.63 £ 0.10 F11.61 £0.12, NO HYHEPE S5 (36.87 + 1.59) wmollL,. (38.56 + 1.99) wmol/L,
YR BN 7T 20 2% B2 T+ (1=6.193, P=0.000;1=4.895 , P= AERRHNTT 20 NO 1 v JB 8 T X B 4H (1=6.019 , P=0.000 ;t=
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