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Fi- HY] n-3 RZMAEARIIE CH 2 EPASCDHA % & T A1l O IS I 4 B2 ik
RET DI ETLMERBEDRTCY A7 2 KT &85, KR TIE, WREO—FR{LEE
(LUF. NO) DA h3fB U & 2 DIMERRECERIZG- 2 226N 62 L%
By L. WERMENOA R % BHE L 7-LNAMEBZMEGIMUE 7 v M IS % HHS & R % EE
BIOWEER) €7 v 725 2 A8 R Et L7z (k] 7 8o i Sprague-Dawley 7 7
b % Control#f. NO&HBHER] (LNAME) % 5 -z 7L NAME#. L-NAME & fiyli & 5- 2 7=
Ay, LNAME & ACEMHEH] D Captopril % 5- 2 72 Captopril B2 45 8 AR FT L7z,
BRI N CEIRIMAE & W0 L 72 f2, (O, Mot RBIIR Z i L 720 (CBRImBE AR 2 F R L
TLEK & A LD FFTi 35 & ORT-PCRiE % IV THAMEILBTE R T & Ok~ — 7 — OmRNA%E



BLANWVOFHi 21T o 720 £ 72, FEEIREICHEH L 72 M50 R EIIR 2 F s s st SO o #F-iffi &2
f1orzo EH - £%] LNAMERE L, MEEF, OEA, #HELIZBH 2 mRNAZKIH L X
U ERBEINL 720 SUIERUE, 2o 2 8] L 7% 5 o 72 2%Captoprilid ¥ X ToOHEIHH T
Control#f & [ F Tt L 720 720 LNAMELE 2 X 2 R RE DMK T 12D CTLd fh
BRI & Captopril & 122 L o 720 [#ham] WERENOGMATHE S b & T Tl
MR X 2 DIME R RRCCER R DG $ 5 2 EAVRIE S 7z,

¥ —177— F : N3-PUFA. faal, —E b=, O 7)) » 7, I8N R

1) FLBIC

EIMEE. RO FEERIEN & 2o T LLIMERER GEREIIRME R BRI 7 &)
DfEBERETY TH Y WROBMEARHEL, 201941 2TTRMES2% (626000 A) . Fik
34% (652000 N) LHfEsEENTW5B Y,

LT R DR B DO FERER R EAL R IZ B D 5 TR AR E I —FR{bEF (Nitric Oxide :
NO) 7% %o NOIX, IMEILREMH . PUIEER. PURILIER . PuittelE i 2 0B EH %
ATHHARYETH Y, EETIEIMENEMRICBWTL-7VF= v 28 L L TNOAKK
%% (NO synthase : NOS) I2& o THEEINTWE, EASNAZNOW, & FE I
WEEns s 7 Z Vg 75—+ (Soluble guanylate cyclase : sGC) 1Z#5& L Tl
MaAbsE L&, WIRZT7 21 Y (Cyclic guanosine monophosphate : cGMP) % 4=
L. 85127871 %+ —+¥G (Protein kinase G : PKG) % {EMEALT 5 2 & T4 7oA 3L
TEH 27”0 £72. NOIEsGC-cGMPREFS 7T T\ ¥ YRV DY AT 4 VHRIEICHE&
HZETS=Muay WLy YRV ERF A=V (VATA RTINS F AU E) LS=}
OYIUETF A=V ERIK L, e D5 287 B2 L CURRER BV TW L 2 5
Mo TETWD Yy L Lad S, HIlG<cB2, A S ERIC L 0 M N R ) &
SNDEMBENEREAEEYTI SR L, NOSHENOEAMET T 4, ZOEEKNIZEITS
11L& P Bz Al C ONOSHISRNO#EAE DA T AN LM E BB O FFER R REE R ITIR B G- L T %
LEZLNTWEY, TRHDZEHE, BWERTIINOA KM EHR TH %N(G)-nitro-L-
arginine methyl ester (L-NAME) % L 7-L-NAMEZFEME & MLE € 75V B SN O A= 4K
TUHE ) LR E S X OBIEE RO L2z E 7 VB & LTSN TW2 Y, LNAME
FHEMESMEE T VE T, b b OLEEOIREE & FIFRICNEERA S, J0E, ME O
MAEAL. ORIIER. AL o0l £F) v 7 %5 &35 7, ZOLNAMEIZ &
% DIMEREDFEE A /1 = X L121E, NOEAKRTIZL 2 MED ERAZTF TR V=v-T oY
*+ 7 >~ v % (Renin-angiotensin system : RAS), ZEM#A, 70uA¥ 75090, BLO
A==k F Y FTZd Y HFHEG LTS I EATRBENTR D,



— Ty IR IZE T An3R L MAfFIAENH (Omega-3 polyunsaturated
fatty acids : N3-PUFA) OEIAVGMEREIZEAETY A7 KT S5 2 ehHE s
Tw5 %" N3PUFADHTH a-1) / L v (Alphalinolenic acid : ALA), T4 IH~<> %
I ~ B& (Eicosapentaenoic acid : EPA), K I # X ¥ % = » & (Docosapentaenoic acid :
DPA). FaH~xH =k (Docosahexaenoic acid : DHA) OEASLME R B O ) A
ZIRTICBE L T2 2 EAVRIEENTW 55 Y N3PUFADERUL, £ ¥ A Y EHHED
. G OMERTIZERM L, NEEEAS, BIREOD > 7747 A, B X UIMEIR
G2 S%#EST 5 e Ay RKY vy Fu— s BEONEERLBIRBLOUE, ik
FEVEM 2R 2 &, IGERIHINES X OHRIME T S22 Z L MiE sh T,
N3-PUFADHERUZ. bV 7)) FEET S5 721 Th < M RE R M2 5 O IRE,
WNEZRERE DB . ME DR TEH 2R 9 & S, in vitroRin vivoDWFEE L e P Z R &
L7278 & 0 o NEARAE B & OB I AT O T 7 DVEHINC X o THRIE O MLt & s
THIEPRRINTNEY, BLEo &9 IIN3PUFABRAS LI # BT L CF %% 7 &h #
RRTHENL V. L LRSS, 71 A2 MZEAN3PUFA (EPARDHA) OHi#EANL
g% & OMEERIEBICH LTI AL, 23T o2 EEBERITE W L2 RIBT HH5E
LIEENTWAEY Z L2 5N3-PUFA (EPAXRDHA) 25ImAIIZ & F 40T B FumiEEiC X
% 1 I R0/ ML R BT 3 2 W RV A 72 1A% B0 51 2in vivo T HIMB RSN A 14
NOSHHEWRIZ X ANOWA L) GIERIZED & 9 B % 5 2 5 O KGE L 7z #5134
%\,

AWFFE TR, WHTENOSIHEM E Nz g L T% O THM S T 2L-NAME
Z MWZZLNAMESZE WS T 7 v N A~ OSHEI MAEN EE & Ok 77 > 7125
RBEBEBE LI2OTHET %,

2) FHik
1. XEBREY

Sprague-Dawley A HEME T v b (7 M, KE160-180 g) % WILTEEREY (k) X VEEAL
THWz, ERZORERMIE, HiH24+ 2T, BE60 5 %, HRF12EH (B8 1 00~
20 1 00 WEHA20 1 00~ 8 : 00) A 7 WV THEM L 720 RERIZ, WHRFICHKEINTNS
Josai Life Science Center ® EEREI R H 312 & ) AKGE UKEEFER7 © 56JU18036%) #=JCH
Dy 7 A HENIEABZERT (NIH) X 28WERO T 7B X OEHOA FI A4 2L
Ho THEML 72,

7 v M, RO 4T3 720 3~ ba—)V#E (Control, n=7). L-NAME# (L-NAME.
n=10), LNAME & faili & 5-2 727 v — 7 % fiili# (L-NAME+Fish oil, n=9). L-NAME &
ACEMZE#| D Captopril% 5- 2. 72 7 )V — 7 % Captopril# (L-NAME+Captopril. n=7) & L7,
e & O E 5 2 5 EFEFFICLNAME (1g/L) &Captopril (100mg/L) % kK IZIEAE T



5-2 569 HHERCT 8 B AIE L 72,

B F R O ML % Table 1 1278 L 720 By RO FEIL, Tlizuka® O I2#E U CTHEHE L
72 TAIVE—IZED B EIGE RAICW60%. BRE20%. 5 ¥ /87 E20% & 70 B L) 12
L7zo g OFESHE & Bl E&EA (%) 13,

. . . Table 1 Composition of experimental diets
2 ho—L B, LNAMERE, Captopril P P

\ e " . Ingredients Diet m safflower oil Diet m fish o1l
HE1E20% O ALAE (RLAE & k&
N . gkg gkg
. WL, HAR) ZInz 726k %2 v Safflower oil 30 10
770 FIHEEIX. 10% DALAEMH & 10% D Fishoil — 40
gl (HAMIE &AL, B0, &) Casein 200 200
S 104 104
FRA LfRE AV, 2B, il s
R N B-starch 518 518
CEHEFINONSPUFALEREH A T Vitami i 2 0 0
EPA (7 %).DHA (24%) THh o7, Mineral mix 1 35 35
F 70, HRUEMERER I ZIRITEROBRIL % Cellulose powder S0 30
B Ol T F A Ko ) o L-cystin 3 3
t-Butylhydroquinone 0.016 0.016

(Bk7 4V AREE, KB, HE) & ———————
Vitamin and mineral mix were based on the AIN-93G
rINIML. R % £ T-30C THRAF formation.

Ly ? Vitamin mix substituted 0.25% sucrose for choline bitartrate.
Zo

2. HLFENTA—ZDRE

RS L BRI L 7z e oo 7 v 2 — A (Glucose : GLU). kY 271+ K (Triglycerides :
TG), # 3 L A7 u—)b (Total cholesterol : T-Cho). 7 A/XT F V7 I / Hin B K
(Aspartate aminotransferase : AST). 75 =7 3/ ® i E (Alanine aminotransferase :
ALT). FLEEWi /K FZEEE (Lactate dehydrogenase : LDH) DOHI5E 3R SHSRLICAKEE L 72,
A2 VR, VER A 22 ¥=F v b (TY A7) OELISAF v b (BL7 1 )VLH
JeRiEE) THlE L7z,

3. MEAE

1 F 7 F 2B (80 mg/kg) %, BREMOBIRICA 7T -7 VEHEL, BPFT Y A 72—
1 — (MLTO0670 Disposable ; AD Instruments, #. HA) 1286t L. BIIRIE % #5012
WE L7ze W% L72IE 7 — % % 2:12Chart v5.2 for windows (AD Instruments) % Fv»C10
S OYGEHIIE (SBP). 3T (MBP)., JERMIME (DBP) OSEgEx & L7z,

4. FRBAIRAER & ERENR
JEEIRE L2 Y L 72 DRI E B 1210% O ek v~ 1)V CREE L 72tk 737 7 4 a2 {Twv
S5pumDE S THY) L TEARZIER L 720 fELZEERE, V)T ALy FREZIT720E



Ol eEEE AT 4 FAF v F— (Prime Histo EX : #RA&HT7 1 7 v 7 A, i, HAE)
W THGE L 7o Sglifga 251/ 0 o L T & SRR CEREMNIZHT S 2 72 LB A3
MR CE 72 a 3w CEEmfE L L TR L72) ok (Cardiac wall to lumen area ratio)
BILOLELEOAHEI S © 5 A LER OF 4G (Cardiac fibrosis area. %) & H M L 720
RO, 7 2 ) H ESEAEZT (NIH 7 X0 7)) AL T2 EEG#TY 7 b o
Image J&# HWTiT o 72,

5. Semi-quantitative reverse transcription PCR (semi-qPCR) (Z & % /L& FmRNAD

I L AL DO FFAH

s L i L 72 Ul Total RNAIZISOGEN 1T (= v R ¥ ¥— U #kai&tt, B, BHA)
% T L PrimeScript T 1% strand ¢cDNA synthesis kit (¥ 51 754 F ¥R S4E W
HA) %\ CcDNABH 2175 720 AL 72cDNAH >~ 7 1 uL % Gene RED PCR Mix (= v
Ry T — A SH) L& 7 I 4 ~— (Table2) ZNMx%—~H A2 F— (Gene atras
GO2 : B &AET A7 v 7 M, HA) THIELZZ, €0k, =F 74703 Fefiz/:
2%7 70— 27V EAER L CRAIKE 2TV Vg #E (WSE-5200 Printgraph 2M :
ATTOMA S, WE. HA) THEZIT-o720 NV FOERIE, BEEHEN Y 7 » OImage ]
(NTH) # Fv T4 o720

Table2 Primers used for RT-PCR

Annealing
Genes Primers bp temperature Cycle
(@)
Sense (5" — 3’) TGTTCGTGGTTCTCAGGGTAG
Collagen typelo2 ] 254 55 35
Antisense (3> — 5°) TTGTCGTAGCAGGGTTCTTTC
. . Sense (5°— 3") TTATGACGATGGGAAGACCTA
Fibronectin 295 55 35
Antisense (3> — 5°) GTGGGGCTGGAAAGATTACTC
Sense (5 — 3) CCGCAACAACGCAATC
TGF-B1 i 438 58 35
Antisense (3> — 5°)  ATGAGGAGCAGGAAGGGT
Sense (5 — 3’) ACCCTCTACAGCATCATCTTTGTGGTGGGG
ATIR ] 452 62 35
Antisense (3> — 5°)  GGGAGCGTCGAATTCCGAGACTCATAATGA
NADPH oxidase Sense (5" — 3’) GCGGTGTGGACAGAAGTACC 0 55 35
(p22phox) Antisense (3° — 5°) CTTGGGTTTAGGCTCAATGG
Sense (5> — 3’) TTCCGGCTGCCACCTGATCCTAA
eNOS ] 340 55 35
Antisense (3> — 5°) AACATGTGTCCTTGCTCGAGGCA
Sense (5> — 3°) CAGCTCTCAAAGGACCAAGG
BNP ] 256 62 35
Antisense (3° — 5°) AGAGCTGGGGAAAGAAGAGC
Sense (5 — 3°) CGGAGTCAACGGATTTGGTCGTAT
GAPDH : 300 55 32

Antisense (3° — 5°)  AGCCTTCTCCATGGTGGTGAAGAC

TGF-B1: Transforming growth factor-beta 1, AT1R: Angiotensin II type 1 receptor,
eNOS: Endothelial nitric oxide synthase, BNP: Brain natriuretic peptide,
GAPDH: Glyceraldehyde-3-phosphate dehydrogenase



6. KEMRY > U % AV - BRSO FFil

AREBIINZN S OFFEICHE L TT- 727, MBI SR L 72 RBhikix. &5 125
OFEE M S 08 L, ERBEME T TES 2~3mm OKBEIRY » 7128 L7z, KB
)Y 7 E, 37CL 95% O,n 5% CO, T/N 7 1) » 7 L 7zKrebs-Henseleit solution (118 mM
NaCl, 47 mM KCI, 25 mM NaHCO; 1.8 mM CaCl,, 1.2 mM NaH,PO,, 1.2 mM MgSO,, and
11.1 mM glucose) ZAIN., KERY >~ ZO—lga kR vy —12, ) —imziRII b5 v A
7 a—H%— (TB611 T: HANE, ®ul. HA) 1286 L7z, MR M3 272012,
KERY > 7% 7 V¥ %71 >~ (DL-Norepinephrine hydrochloride : NE) (107%~ 3 x107°M)
THINHE S, 79 b—I2ZE L2, 7t F a2 >~ (Acetylcholine chloride : ACh) (107°
~107°M), FE=ba Y P b oA KA (Sodium nitroprusside dehydrate :
SNP) (107°~107°M) % RF#%G L. & Osb#E=E% 3 L 72, KEIRY >~ 7 Ok %)
N U AT 2= —2L 5Tl L. Lab Chart ¥ 7 I (AD Instruments) % i L TH#HT L
720 7B, AChENEIESigma-Aldrich (2> v A A, I X—=1 M, KE)., SNPIZE L7 A
VAREREEE ORI HA) »HHEA L7,

7. fREtEER

I, TRTCFIE RERETR L2, 42007 )V —THOZERIX, one-way ANOVAT
S L 72 BEEDKHHH S N/2HE, Tukey testlZ X ) ZHEIEMEZHH L T/ V— 7R
BEITW, p<005Z FEEA & L7ze IO OfaHENT 1XStat Mate V- (BRSNS T b A A
i, HA) 2R,

3) #BR 600
1. BABRICLBHEAOHE Tob
LNAMES X 0yl 2 #% 5 L C8HH %0 400
OFE#Fig. 1127 L7 Controlff & it 2
L CL-NAME®#: & il B3, BFE e %“ 200
7 > 72, — Jf TCaptopril#f 1Z. Control /M
AL, ) N - > ;eE:. - 3‘35‘ J\ 0
B L LNAMER: (Z A ZISHRE KD Control  LNAME L.NAME L.NAME
LCTWw/e LEOZ &, AloEIIL +Fishoil + Captopril
By s . Fig. 1  Effect of dietary fish oil and captopril on
HEIZEEE TR 027 body weight in L-NAME-induced

hypertension rats.
*» < 0.05 vs. the control group, control v.s, Tp <0.05 vs.
2. ,ﬁi’;ﬂﬂﬁﬂy Ik d EIE_ﬂ’,i_TI'—/\o TA—=ZAN the L-NAME-treated group. The values are shown as the
means*SE (n=61t09).
DEE
LNAMEB L a5 L C8HBIZBIT A 4HALF /8T X — % Z#Table 3 128 L 726

GLU. AST. LDHIZDOWTIIKFHETHEEIMD 5 720 MPTGIE, LNAMERE & L THL



MBECHEIMET L7z T-Choll D Tid, Captoprill#ixControl#f (2 lb~_F B A L 720
%720 SR IZControl B I HARAST S INMEIANICH ) . ALTIZB W CIEERISEIM L 720 1Ml
oA v A1) VigEIZL-NAMER & Captopril#f 1ZControl (2 L REEIZ IR L 7245, Al
ELNAMEIZ & B A4 v A1) VEEOKT %2 —#HtE L 72,

Table 3 Biochemical parameters of plasma

Control L-NAME L-NAME + Fish oil L-NAME + Captopril

GLU (mg/dL) 1351 = 22 1293 = 29 1346 = 34 1340 = 25

TG (mg/dL) 533 = 92 95.1 = 285 222 = 8.1 T 323 £+ 108
T-Cho (mg/dL) 974 = 7.1 80.2 = 8.6 720 = 52 557 £ 15 %

AST (IUL) 959 + 11.9 903 = 142 1322 + 178 100.2 = 241

ALT (IUL) 416 £ 4.7 59.1 £ 75 87.1 + 11.1% 73.8 £ 16.0

LDH (IU/L) 4457 £ 752 3074 = 444 380.2 £ 43.6 3698 = 753
Insulin (ng/mL) 258 = 58 121 + 14 % 162 = 25 113 £ 2.7 %

*» < 0.05 vs. the control group, control v.s, Tp <0.05 vs. the L-NAME-treated group. The values are shown as
the means=SE (n=6 to 9). GLU: Glucose, TG: Triglycerides, T-Cho: Total cholesterol, AST: Aspartate
aminotransferase, ALT: Alanine aminotransferase, LDH: Lactate dehydrogenase

3. FHERIC K 2EIRMEICKH T 28

L-NAME#$ & Ol 2 45 5- L € 8 38 H o BIIROWGEI ML, P9, JRRBIE = Fig. 2
(278 L 720 Control# |2 L XLNAMER & il CMESFEBICEA L TB)., 35612
L-NAME# & il 1213 A B e 23D > 720 —J7 T, Captopril## (IL-NAMEIZ £ 5 Ifil
EAEZHEIZHHIL 72,

NS
200 200 200
* *
"o 150 “oh 150 T e 150
s T jen)
g £ £
£ 100 } £ 100 £ 100 -
N N N>
&= % &
50 | @ s0 50 +
0 0 0
Control  L-NAME L-NAME L-NAME Control L-NAME L-NAME L-NAME Control  L-NAME L-NAME L-NAME

+Fish oil + Captopril +Fish oil + Captopril +Fish oil + Captopril

Fig.2 Effect of dietary fish oil and captopril on blood pressure in L-NAME-induced hypertension
rats.

The arterial blood pressure of the femoral artery was measured using a PowerLab ™ data acquisition system.

*» < 0.05 vs. the control group, control v.s, Tp <0.05 vs. the L-NAME-treated group. The values are shown as the

means*SE (n=6 to 9). NS: Not significant, SBP: Systolic blood pressure, MBP: Mean blood pressure, DBP:

Diastolic blood pressure



4. FURBERICK B DRIBR, RUHRMEICH T 228

L-NAME# & Uil &2 #5- L T 8 38 H O.UHER & CBEARHE L 1203 & i B 24 B RFAifl 0 766 2
#Fig. 3 (A-C) IZ/RL72. ControlB |2 I RL-NAMER: & Sy Cl3 A LBoMiE L BRI
DA BB L 7275, CaptoprilBElZL-NAMEIZ X A LZE O E & & D o B 2 ¥ L
72 (Fig.3A, B)o F77. IELEOHMEALIZOWCIZAMIMBECINEN AR L0 ODOKHET
HELRZTIEI->72 (Fig.3A,C)o

A L-NAME L-NAME
Control L-NAME + Fish oil + Captopril
—_
< S i
7 N g T
s = o S £ S
b 4
T » A e g _
B o™ (
8= e e 5
wn 5
S’
B © C 500 pm
T 20 % * ~ 10
g
8 s g 08
g e
g w06
gt z
)
= S o4
= =
2 1
S
g o S o
© Control L-NAME L-NAME L-NAME Control L-NAME L-NAME L-NAME
+Fish oil + Captopril +Fish oil + Captopril

Fig. 3 Histological assessment of hypertrophy and fibrosis in the heart. Sirius red stain (A), Cardiac
wall to lumen area ratio (B), Cardiac fibrosis area (%) (C).

*» < 0.05 vs. the control group, control v.s, Tp <0.05 vs. the L-NAME-treated group. The values are shown as the
means +*SE (n=6 to 10).

5. BURIERIC X 5/ DIEHEBIFROmRNARIE L NIL

LNAMES & OVl 2 $ 5 L T8 H 12 B 1F % L il Ml #&  dCollagen typela2.
Fibronectin. #E3F fl i 8458 ] ¥ (Transforming growth factor-betal : TGF-81). NADPH
oxidase (p22phox). 7 > ¥4 7 ¥ ¥ YII%EAE 1 HE (ATIR). MEMEAINOS (Endothelial
NOS : eNOS). 7 1) 7 2 FK <7 F F (Brain natriuretic peptide : BNP) ®mRNAZ%§
HL~NVEFig 4 (A-G) ITRL 7

#iAE L2 B b % Collagen typela2 & Fibronectin®mRNAZEBL L <)V % il 52 L 72 (Fig. 4 A,
B)o LNAME#% 5 2 % Z & |2 & ) Collagen typela2 & Fibronectin®mRNAZE i L X)L )8
Controlf & _THEIZH ML 72 (Fig. 4 A, B). Fili# (X Control# 12 H~Collagen typela?2
DIEH L~V SHENMENCH U . Fibronectin® mRNAZSH L ~OVIZAE IS L 72 (Fig. 4 A,
B)o Captopril®#5-ix. Collagen typela2& Fibronectin® 3§ L )L % Control#f & 2 &



T#E L7 (Figd4A Bo 72, TCFBLZOWTREHICAELREI P> b DD
L-NAMERE & e CHIMER 12 H - 72 (Fig. 4C)o

WIS, MO EICFEBLLCTB Y, EHERE T #EAT HEHFED 1 > Th HNADPH oxidase®
7=y bp22phoxt T Y VAT Y VIO 1 BIZFEARTH HATIROMRNAFH L )L %
HlsE L7z (Fig. 4D, E)o NADPH oxidase (p22phox) & ATIROmMRNAFH L NV IZ&H#ET
HEZ IR H > 7275 LNAME# 512 B\ T OmRNAZSHL L OV ASHEHTEINZ 2 - 72,
fyh#E 2. NADPH oxidase (p22phox) DFEBL L ~OVIZEINEN 2 7R L7245, ATIROZEH L
NOVIZL-NAMER I Z A AEANIZ B - 726

I N R 12 5834 5 eNOSOmMRNA L X)L {52 L 72 (Fig.4 F)o eNOSOmMRNAZEH
LAIIKHECHEZE IR Do 7278, LNAMERE & Sl |2 B v I hnemic & - 72,

DIREEOREXY RT =7 — D12 TH HBNPOMRNAZ I L N v % #ll € L 72
(Fig. 4 G) o LNAME#: (2B TidControl#f 12 HAFEICBNPOFEI L N 2 880N L7225,
H#E X Controlfif & HE =X 222> 720 — 7. Captoprilff 12 B W TIZL-NAMER IZHERE E
IZBNPOSEH L NUMET L7z,

00

24 * *

000
Control L-NAME L-NAME L-NAME Control L-NAME L-NAME L-NAME Control L-NAME L-NAME L-NAME
+Fish oil + Captopril +Fish oil + Captopril +Fish oil + Captopril

Relative mRNA level
(Collagen typel «2/ GAPDH)
> = - -
2 3 8 =
*
-
Relative mRNA level
(Fibronectin / GAPDH)
o o - =
2 Z 2 2

D ATIR

GAPDH

p22phox

t

2.00 200

1.50 1.50

= Loo 1.00

1050

Relative mRNA level
(ATIR / GAPDH)
s & 8 8
Relative mRNA level
( p22phox / GAPDH)

Relative mRNA level
(eNOS / GAPDH)

o] 0.50
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G BNP Fig. 4 mRNA expression of collagen typela?2 (A),
- Fibronectin (B), Transforming growth factor
betal (TGF-B81) (C), Angiotensin Il type1
200

receptor (AT1R) (D), NADPH oxidase
(p22phox) (E), Endothelial NO synthase
(eNOS) (F), Brain natriuretic peptide (BNP) (G)
in rat myocardial tissue.

*
—

Relative mRNA level
(BNP / GAPDH)
g

050 *p <0.05 vs. the control group, control v.s, Tp <0.05 vs. the
L-NAME-treated group. The values are shown as the means
0.00
Control L-NAME L-NAME L-NAME SE (n:6 to 9)

+Fish oil + Captopril



6. BUHIERICK 2MEBEANEEEENDHE

L-NAME®B X Uil 2 $¢5- L C 8 8 H IZHREI R 124 L 723K BIIR Y > 712 & 2 g
HEIBORERE%Fig 5 (A, B) 12K L7z NETIUH S 72 KEIIRY ~ 7 ICAChE 7213SNP %
N 2 72 B8 0 M iR PO % 5 L 720 AR ARAF Rt % SO 2 B 537 5 AChIC & 5 I bt
Jtid. Controlff (2L XL-NAME#E, fyliff. Captoprilff& I12F LK TF LA — /AT W
e JEARAT o ath% SO 2 B 5- 3 5 SNPIC & 2 M AR UM S HETRE A2 A S Wb o7z,

0 0
20
o ® <
< S
=] = 40
2 4 2
g S 60
< <
T 60 ©
~ o~ 80
80 100
—@— Captopril group
100 o 120 ey
9 8 7 6 5 9 8 7 6 5
ACh concentration ( -log M) SNP concentration ( -log M)

Fig. 5 Concentration-response curves for ACh (A), SNP (B) induced
vasorelaxation of isolated aortic rings in L-NAME-induced
hypertension rats.

*p < 0.05 vs. the control group, control v.s, Tp <0.05 vs. the L-NAME-treated group.
The values are shown as the means+=SE (n=6t0 9).
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