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15 PE %8 (reactive oxygen species , ROS) A& 1 7 il & &5 #4 A1l
DIREIR A HEAS 5 20 7, M A B0 0 ~F 78 L4 g A0 3
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1) A 43 p4Tphox «p6Tphox K2 /M) GTP 455 2 H rac( R
A racl, W8 thYERLH ML A rac2) 5 N4 2. phox (¥
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PRI . i 4 NADPH 48 1k B 5 7 W B2 41 g NADPH 480
R ATE— X 5l L 40 NADPH 44k &% % UL NADPH
B NADH Ay F 7~ 4, 17 7 W 29 48 filg 40 {4 B X LA NADPH Ny
LT (R, G TR I 40 i NADPH 44k iy 1 KR 427 4R
/KT 1) On, 7 JE L8955 BRI T 05 HI/KFREgE B, (HE O,
A R T A T PR 8 HR R T BT 2 A 1 03, IX T B A
A1 T I 0 . NADPH 48 4k Bl 1) 0 &K T 1 Hh M b 4 e
Uwe 2500 %% BILZE NG kP9 B 400 A A0 71 400 oF pd7phox Al
p22phox MR IXTE A B 2 B, M hUVEC 5 p67phox F1 g¢p91phox
I RIE HEAR T (40 (3 gp9lphox 1R IAAN N 4 )
19%) 5 O9E = 523038 0 P9 52 40 o oK 35 4> NADPH 48 1k 1 7
Mok, HIhfett NADPH S BBV H 5 5B A M
T B B 2R ( 4 M€ 3R b5S8) MR AL T A B AR, X PR AR
13 NADPH 48 At B 4% 17 500 190355 14 1 95 827 AR AR /K S 11 03
I 40 ML NADPH 48 AL B =418 05 KIBor 7EANML N, 1 &
Wi R 41 il NADPH S8 AL A4 1K) OL B 7 fi oM O
EAER 2 /D BT W R0 BT B9 gp91phox [F T 5K ik B
NOX(NADPH oxidase) A1 DUOX ( dual oxidase) . Fi 2 & ¥
NOX 5 JfEH NOX1.NOX2( gp91phox) \NOX3.NOX4 #l NOX5 4
AT . NOX1 3 [l X 44 MOX1 ( mitogenic oxidase) B NOH1
(NADPH oxidase homologue) , ‘&7 T X Yk . NOX1 & /b
A =P BT A8 #8 ( splice variants) , B NOX1a( 48T 1~ 13) .
NOX1B( #F & 7 1~ 10, 12, 13) NOXIV( #F & T 1~ 5, 14) .
NOX1 EELE 4 R IE, A5 R, 7 5 A vsMC 7 > &3
15; NOX2 B[V ¢p91phox =5 7R 41 fd A0 5% 7 W 41 il 3R 0k, T
B R AN A PR B 40 ff R e 2 40 Lt /D B R ik NOX3 3 B2
FE MR (fetal kidney) ik, Wl e 54 K&K B H K; NOX4 F %
TERCE S (adult kidney) ik, B F] Re4E N — P BUS M AU 2
#5, LAk, NOX4 mRNA 7578 JE 75 G 7Y 40 B ( P9 B2 40 . smC i
FRETEANAR) o R IA, I E A% 40 i R RAA IR AG. 7 Mo 4n
e, P R 4 2 B 54 NOX4, 1 VSMC 35 3 %345 NOX4 i
NOX1. Wingler 081 % Bl ¥ 1 Pmol/ L I & % 7k & @(an
giotensin (@) Ang @) 5 KB VSMC £ A7r5 1 F 4 h, NOX1 mRNA
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1 NOX4 mRNA 7KF 7353 7+ 155 4 151 6 15, K B 3l ik B 77 1fi
& (resistance arteries) 4 [ L £T 4E 41 FEF1 VEMC .38 18 NOX2.
NOX5 B A IKREHHAMPBAERIL, EATRES S TR T
5907 BRE A0 g T DL AR N T B 4 i A . DUOXT
DUOX2 FJ & JE 8 AR i A — i Ak #) X 38 ( an amino- terminal
peroxide domain) , H HiI7& R IR VAR  BLIG  SE FISC S
R B H AR IK, EATHE R R o3RI 7T RE 5 R BRI 1
WG R K

2 RRBERZIRIZN % HE R S ILEERE LIS
SiE R

i 400 NADPH S8 A6 B A D9 2 7 26 3 I SR i B
fg —, B BB Ang . BEMLEE HLBE A7 L & 28 PR 40 L A 7 A
AR FEE. BATS Ang OFF LB £, Ang Ang 1 #
ZZA#( angiotensin @ type 1 receptor, AT1-R) @il 5 G & [ a
AN (Ga) &5 5 1T B W IS B8 C( phospholipase C, PLC) , 4k 11 4=
B HERR WLEE (inositol trisphosphate, 1P3) 1 — Fif H i ( diacyl
glycerol, DG) » IP3 Al ™S85 & T MBI 5 DG — 2 WG &R
¥ B C( protein kinase C, PKC), i p47phox i FR L 1My ¥4 7
NADPH % ALEE, J5 5GP WA B T L, FEJS0 45 85 T B
WE BENEEE A2( Phospholipase A2, PLA2 ) T A= i A5t g R 5 i ik
JEB ( lysophosphatidylcholine, LPC) F1 1£ 4 VU 4 2 ( arachidonie
acid, AA) , LPC il AA 2 RE 34 i1 NADPH S ALBEIN WS 1. Ang
WaENL S G & By W B A7 455 T Sre FEE, WAL 10
Sre BEBE b f7 K BBl F 32 44 (epidermal growth factor recetor,
EGFR) - 2% [ i 2 R I B ( protein tyrosine kinase, PTK)  Rac Fll
1§ & B D( Phospholipase D, PLD) , 3 — 253807 i i LI 3 %
fi&( phosphatidylinositoF 3 kinase, PF3K) T £E i1 fig Bt AILEE 3, 4,
5 = B R ( phosphatidylinositol3, 4, 5-triphosphate, PIP3) , #z £¢ i
rac 1 W& 5 A B MR, Bl NADPH AL BE R 428, 8 3
PR AR A2 BRI P S S REBOE EGFR, 0k i 4 48042 B,
T BUE RARTE L
2.1 ERHEC

FLEAE ] PKC A5 1 p47phox [ B IR A4 ot 7 s 284 441 ifg
NADPH & ALEEI WS L IR B2 . A AE B4 i VSMC
AN PKC #1 #l] ] Ro31-8220. chelerythrine. calphostin C ¥
GF109203X ) fig % 1% H1 11 /> AR IF A2 & B F ( plateletderived
growth factor, PDGF) B{ Ang O K IE 8 4 Bt GF10920
REFEAR i LPC 5 & I raf- 1 FIVAH L A1 5 1 5 28 (1 0B 172
(extracellular signakregulated protein kinases1/2, ERK1/2) f iR
T A T S RS R B 7E AR A0 I N calphostin C,
chelerythrine % PKC- & i 57 4 40 1 770 g 400 1) et MR SR ZE 5 1
(tumor necrosis factor-a, TNF-a) 5 & ] p47phox 5 i, PKC-€ %
S5 P 40861 7055 158 BELIBT R TN 35 % 1) p47phox BEER 1L K 5
gp91phox If) 45 & o AH [, TEIX A paTphox B3N 77 I 2 Ui
PKC- it 34 0 p47phox BEER L' o [, PKC T At i i 42 34k
NADPH 4 1k g IV 55 o2 i % B8 fb A0 5 £ >k 00 i & 240 i
NADPH S8 8 11 52 1 375 11 8L P 2 7o

2.2 WEABEED

FEFARE AT e 2 5 T i 41 il NADPH 4816 B8 (¥ 75
ko A5 1% IS BR ( phosphatidic acid, PA) F1 H1 #3% Y PLD 7~
AR IR PA 2 R8T 25 8 N VSMC Y NADPH & 4b B 3 12
#AE 45 5 PLD #0141 57 sphinganine BY, suramin 5 VSMC — i
%, AE PR B Ang GO R I35 14 4604 A, TN\ PA BEIR &
TEPESU A L. NADPH 2044 Bl 401 1 77 — P 28 2 L dipheny-
lene iodonium, DPT) fig FHLBT B 45 4: PA /- S ({8 5 & 4% . PLD
TReIE T DG BAE A PA T B0VE L4 40 B NADPH A {6 B .
PA 1 DG G818 i 1) 3% PKC &2 M ¥0% NADPH EALBE. i
%, DG K HACHH 1 K 8 i NADPH E AL B 5 — b 5 5
) AAL
2.3 TWEASER A2

BRI, 2 PLA2 #5805 i & i Jig i B8 A0 LPC. A= A 3
%o IONAMETE PA BRSO T BU 4N i NADPH AL ES, 1M n
N AA B TR B 1 N VSMC 7 NADPH AL EEIE 1. 78
P S 4R A AD VSMC Him N AR IR M LPC 8 B 875 NADPH %4k
Pl 7 A 37 P R i 2211 . L, A P9 B2 40 R N PLA2
Pt 7RI 2 % 1 P 5% R PV Tk A R, H R AA AR
FE S0 25 PR AR P9 A2 4B AN VSMC P9 B Ang BKEE I B 75 & 135
PR AR, X e gE LR B, M 40 i B PLA2 A S R
R 2 5T NADPH %46 EE IR0 -
2.4 rac

rac & 75 W R 40 i b NADPH 46 B B0 B8 2 —.
Ang @\ 2 MR Ak 7R 5% L B 7E 38 0 VSMC APy B 41 2 NADPH
S B S R B [F I, 3G 00 rac 294 K GTP Bgi& 1. Statins
Al B8 @ 1 #10# rac GTP Bg 3 £ K L 5 47 1 #71 ] vSMC
NADPH A0 BE (13805, AT %% BB Ang GBX EGFR 5 & I3
PR AER . 75 A AR/ G 2 H Rho FHRAN rac fE
FEARE MR R o 7E rac 3204 B BE 16 55 56 DR B S 40 e o
FALHK 77 . PDGR BX Ang W K B M S A4 5l 91 2 52 40, AH
S, rac IR IEHREIE N B Ang ©IF & 1S PESEE K

3 ERBLRRBRIZNG A% H B MRS E L ER A BN B
HREEREMLRIETHER

IEEAEI T, 4000 B BA 8 5t B AL an i 440 A i
(catalase, CAT) ALY B AL B ( superoxide dismutase, SOD) Fl
A B Mo S A P B GSH-PX) AT 3 BRiE PR, 4ERFaH IR &1L
HEARA. HEEEEERTHRER —RERRA, EE
E=WRSE NP NS R - (LB Uz N N e AT R WS P
2 E A TR I NS B T KPR BUE AR 5 E
PSR A L N £ B ) AR IR S, 5 IR B AL B A
FRIE LB E A BE( matrix metalloproteinases, MMP) 375 -
PR B2 20 B T i S A/ R T S VSMLC 8 B AT R DA R I B WA 4
BB, A PHAs WRAESRE. 200 NS EECREZ f
ZHE. W 05.H,0,-HO* . iF B H1 25 ONOO™ - & #i 2k (1 H 1 &
RN EEZMEESS TIEHAM R . NADPH &L & —
e W AALEE 5 A R, 2 41— R R I TR R
i, MK #L T A NADPH %38 47 O, T 42 i O, 3 8T (BT L3R



230

ISSN 1007-3949 Chin J Arterioscler, Vol 13, No 2

B NADPH EALEEHUE K BLIG NOX B AF KRS As MR AL
K As J5 kL 0 7 5 AR BE A U0 AH O
3.1 BGEImENE

AR, R BT E A B AL B B A — Ak A
(nitric oxide, NO) 5 O {5 P11, 11 25 Fh 7% B A5 0T 7 8% 0k 7
A TS I3 P S A0 M T R O TR . PN R A R T R 2 R B A
PR I AT TR Th B R BRI 2 As IMERERZ —. B
AEYEEIRI NO 2 EBEM AN KT EKE T NO FEDEMET
FETTRE 5 eNOS 2 IA BEAR . eNOS JE M Bk = L B 15 5 i 42 LA
T3 T S 22 TN NO R B ARG D% o B 58 B0 v ML [ e it
FRIN R eNOS THEE &2 2211, 4 F £ Bk NE 8 55045 25 7 3%
A A23187 Jl IR BE i80S eNOS, 1 NO AE g £ . i £ &
L 2 R #5- 8 S AL W) B AL B8 ( polyethyleneglycolated-SOD)
YEYT Te AR B R 0 G, RE R D0 L M A AT 5K Th Rk, (BLxT
BRI . X P RE R BT i ME [ B 0fL 5 B NADPH %04k
BB O Oy 2B R 22, 1 2 1 Oy ] # ik p 5z 40 g NO
£ B S T R I H NO 7 B A 1018 A 9 1K NO Y82, 3
Z 1 Ot AT 15 40 i P9 22 AW 0 g oy 1 4 A AL AR L, S 80
FECIE 3 S5 MO AR, SOD ATt 2 (9 05 B 4k A HL,0, T 38 Jn
NO F4 B, 2503 18 & 3k Sh AL o Tomasz 251 5@ 1 46
133 5] 5k ok 48 M F A N (9 B #% Rk AR o 4 A 1 2R R
NADPH 48 4Y. B35 745 % I, NADPH A4 B 52 A B i Jik b 4 ik
R 32 B AR . —, B BT TR B A AR AR NO BT
BTk ThAE SR, HAEIE N B As /SR . Wingler 2508 %
W, TEH R —ME KR R GG I 3Rk 155 525 R 1 K R
Y 3= 3h kAT B o, NOXT mRNA.NOX4 mRNA Al NOX4 &
KPR B AR YR BRI R 1 L NOX Al NOX4 A3 1 024E
B %, 3K 28 O BTG NO T A N B2 T 88 < 18, i O 1f
BRI R . AR % sk BT Ang ©5 A B &8 bk P9 R 41 i
LB KB, Ang ORFEZH () NOX4 mRNA Fik 1 1w H.40 g
PG HER AR Y %2, X R NOX4 TTHE S 5 7 40 9 i 4
3.2 RHIKEEEEA(LDL) KMEK

BT A B B IR 3G 1 4, W0 LDL & A= A AR AL T
oxLDL, ox LDL 7E As PR AE R R le i HEZEMIEM. 4
LDL % 3 P B 4t JZ B, fh 5 4G ¥ NADPH SR A6 T 7= A2 1Y O3
5 LDL M EAE R M1 51 &2 LDL (194 4¢, k7= 42 1 ox LDL AT
FEAZ YLK 20 M0 75 % ) ox LDL 9 32 R E . i B ox LDL
5 5 2E BB Mg B2 i 45052 1 B 2 (linoleic hydroperoxy) Fll 7 48
H R WA 5 NO /T K NO. E£ 1 0, i85 NO 454
T R I S A 5 T R B — R R ) AL, TR A Ak
LDL, 5142 AN A A 4 1 R IE L85 47 5K ThBe T B 0 k%
Y0 9535 R MMPs (O0E, SEUMET E 8. Alexandra 2519 &
IR FE (5 Mo/ mL) Y ox LDL 8 5 0y A2 /1M € i hUVEC
B, N NADPH A6 400 1 57 DPI B0 p22phox 9 /2 X
FEAL T IR 4 o 3 40 i 0 B8 K K ek 2D 05 AR iz, X U MR ok BE
) ox- LDL P 30i% NADPH S 46 B {57 05 AE Rl i 42 38 hU-
VEC H84 . Uwe 2519 % Bl ox LDL 5 & hUVEC H NOX2 1) %
1A I A R T T (M R B AR OC R, T e K 0 1 R

HH statins( 3 F A 3 FEAL 0 IR SRR A O SR 4D 1) D)
VBT 5 BE T IR NOX2 KiK. iX A B8 2 statins ¥R 97 )5 ML 7K = I
[F] 5 A1 LDL- IE [ A B4 1% T {56 2E N A B (¥ LDL 96k /b, 4k T
oxLDL JE B> K o Tham 25" & 3 ox- LDL A58 i Wik A
FEAR B K N B 4 b NOX4 T (2 36 v PR AR A e ROt H v
L1 NADPH %4k B A il 1R ik 22 1) 35 1 4 e 48 AL LDL, T 460
ALH LDL SCREfie 2t NADPH 48 4k g 135 4k, 2 M0 7% et 1 7
W, R H3E As AR
3.3 MEBNBKEHEEA AR

50 R BN TR B Bk BE 1) & Fh 20 J AR B8 A Bl 05, B AR
21 Y20 . B MR L T A P R b B ) SMLC . Py 2 4 il R
p22phox FRIX, p22phox FiEH 0y A BA K. A As 42 1 1L
EXEHAREMN 0 EM, UL As TERJEHE 0; 4 iR M 2,
GBI O E B E T RERE NEE
W5 4T i) BH 35 18 5 RIS As 93 4 atherosclerotic lesions) 76
Jik p22phox 23 32 fe T35 93 Kt 14 76 Jok, B BR i 0 1r) Bk 240 fd
7 p22phox 2 IBFIL , Wambotlz 251 % HL4E 47 7 LA
B I 1) S = BBk, O 2E A NADPH AL B G P R AT 52
PRFAE YW B, T ATL ZARHE BRI Bayl0-6734 YR 97 fig
| NADPH LB E 1, PEAC 07 428, 3% A B2 DI g, s>
As FIABEHIE AR . X UL B p22phox AT REIEILAERR 07 TS 5
T As BEHRITE B NOX1 W] RE @ 5 5 L N B K 7
(vascular endothelial growth factor, VEGF) F1 MMP [ 3R 35 {5 % 14
SR R 22 1T {2 3 I A 3BT 2B (angiogensis) AR BR( tumori-
genicity) - P45 X NOXT mRNA {1 7 25 2%t 5 52 4 90
VSMC ' Bf Ang @B PDGF 5 & It B B Be 1 05 2, B
AEAI ] Ang PDGF 5 & ) P38 A 22 4 ¢ J5 i A 8 1 ¥
Ji#( p38 mitogerr activated protein kinase, p38 MAPK) Fl1 L] & H
A1 L ( actir regulating kinase, Ark) B1v& 16 . B p22phox [
U IR P B VSMC REREAR 0 ™ . 4Bk, NOX1
T BE p22phox 45 B F B Th RE 1t 41 L 8, 2 M0 BT NADPH &
WA B O, (R HE As IR JE

NS S BB s MR IE H I & (standard chow) BX &
Re kB IR AE 2 A £/ p47phox " /NRANEIE B E E /NN
F Bk S (aortic sinus) 73 A A O e, BATTH) £ B ik 52
*F- 44 As 955 %1 T A ( mean aortic sinus lesion area) 35 A & 2 72 5 o
{H Patricia 25X AN F B k(A E BNk T 2 43 3 b) HEAT b 4L
ORt kP, EMIER KalmEkamEiEn £/
pA7phox /N ALK & 1 As WAL B EIRE 1 E7 /N AL 38 1
BRI ER G R A E/ pd7phox /N ALK
AR A E N AL R 75%) , Ee AT () o A 4 e ] e
TG KA BEZ 5. WE AR/ R A pdTphox 1 FE B/
BR 23 B R BNk SMC 5 BAIF 98 % BRTE 1 W A= B 4% 40 B 52 il L
I, p47phox Bk B L /IS R K SMC ¥ O 28 R 38 95 B A 21 W) (2
1%, XKW p4Tphox I REIEIE 25 05 £ MR HE As BITE A,
A LB Bk 32725 As i A W & X 5, ATRE & B T
TSNS AL As I3k R FE R R 5 I o Sorescu %14 @ i
A5 20 {51 Ao I £ 5 N B 7R R B ik NOX2 mRNA AT NOX4
mRNA FHAK I8 52 [E 0 JIF 2 £ ( American Heart Association, AHA)
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XF As J3 kb (177 5 R 43 25 AR HE R B, NOX2 mRNA 7E As [¥156
G v B By B SS iV BEIE N 3.9 f5 0 8. 6 %, NOX4 mR-
NA JKFTE As (25 G BOREE v BLR) 2.3 1%, (AR & ™
I As & & HEBLHL - NOX4 mRNA 21 LA 5 G BW 12. 8% -
2B 7T & B, NOX2 Al NOX4 £F A Jet fik fh ik )32, 1
NOX1 FRILBAK. 1E As BEHRJS A1 As 5 kL™ H X NOX2
FRIE, NOX2 IR 1A 1 B 5 3 ik B vp it B0 41 Al 32 7
WA I, M BEER g 5 b0 Al NOX4 ik 48 75, NOX4 &
RIETEE As ik SMC(a HLEE AR IE L) £ As R
B B A LGB % o Katalin 2560241 % B K B30 30 bk 7 < 3 352
13 J5 8 22 ) O S IR V8 B0 8 1 40 i 7 26 T A2 F o R B
A R SMC LR ) ik A BE A Al ™ A, B AR NOX1.NOX4 #1
NOX2 W2k % . X $R78 NOX2.NOX4 fl NOX1 H] RE# =
57 As MIERMERE, EMMEREES As FIE™ERER
Ko

4 HNEIFIRS e e BE AR AR IR NS X HERBAEL F AL AR
Ck: DA

AR 7052 22 1) /2 LA RKCA ZE R 377 . AR K PR-
39 1) & H A 3 14 26 /> 54 KL BR Hk KL fik 55 p4Tphox ) SH3 [X
(Src homology domain) &5, FHIT p47phox 15 p67phox HI45 &
Pl NADPH S ALBEE M. ool R F O WU 1R B
NADPH S LEEMIE A S . (HiL Rk & B, PR-39 ik 45 & H
B SH3 XWED, A SRR TAE A . Hit, e A R—
Fivir 5 (1) NADPH LB . Pagano 2 Bttt —Fh ey
HIV A48 110 9 AN EIERRA gp91phox (119 SR IER A 1K 1)
H#7 2K ( chimeric peptide) gp91ds-Tat, & fg 5 p47phox 45 & i T
H p47phox 5 gp91phox M 4E &, A& — B s 2 A9 MK H gp91 phox
17 NADPH 48U AL B0 7). 6 RV 1T P S5 400 Ff o B0 A% 400 i s
B A 1 (monocyte chemoattractant proteir 1, MCP-1) [ R 1E
S EEBS G R N TR BN B Ang WS & O & 1ML JE 2%, (H
ep91dsTat W BEHIHI 2 gp91phox K] NADPH 4 {1k B, i %t e
NOX %1 NOX1.NOX3.NOX4 £l NOX5 F& il 1

JERBIR T — 26/ 43 1 40 S 77 Bk RK 2 ( Apocynin) 1 DPI
REAM I NADPH 1k B 19 20 %5 | {H 35 2 AR 45 7 vk 27
Raloxifene #2& & £ M MEB R 5248 U8 15 1 5% K 7L ( selective es
trogen receptor modulators, SERMs) , ‘& 1] BE1F 4 M I & 2 R 45
07710 1) v L [ P 7 (1 1L (5 e 8 8 A1 T O A, S A
5 NO S B TR A5 5 i B m 45k IR B Bk . A Ralox-
ifene AL ) K BRI E rac 1 (75 P 1 2 05 3 FRAIC, 4% Ralox-
ifene 5 FR F 3 ik SMC 7% & A¢ F# 1K B Ang GO & 1935 14 04
A2, BRI, K A Raloxifene 2 75 B B4 3 I & 4% 7k I fig
A RIS . SINT834( AR ML IR (1) T 42 4) 1 Azelnidipine( — Ff
5 55 7 FE B0 B A S L ) NADPH 44k i 3 1 T BEL T
7 4 P TNF-a 75 % 9 VCAM-1 F1 1L-8 (9334, H. S117834
Ael R e A E A R As % ® . Wassmann 25171
RN Atorvastatin( 3 2553 B IR 0 R B BEAH S A 8 JE R
H7)) BE A B & P & I & K B (spontaneously hypertensive rats,
SHR) 3 ik NOX1 mRNA Fi& F A, [F i f8 B = 3 ki 4

W EHE mRNA, &30 B E B AK racl 19 5 {410 52 1 NADPH
SEACEE 1, B Oy B 2R BT 2535 i 8 &7 sk Th g . (H HLAE
R H AR £ SHR #7115 3] TEsk,

5 RE

B KO RG22 T T e S A 2K o R 1 B
BPRZ —, 1 NADPH EALBEAE As K% o B 1F T, 1E H 28
FMTARF R . A H A% %% % NADPH A LRETE
As R PR AR FBA T B F 9 (L% 75 1 7R 40 = 75 e
2 NADPH 410 B 45 140 1 D) 6% 110 S5 (7] 6 0¥ 30 20 57 45 # %,
R HAE P T 6 575 9 92 L L 80 5 S5 o 0 1 0
R, EAJG JLAER, Bi% As I NADPH SUILHEE S 2 (14
T 38— 25 1 B, 97 14065 5 14 NADPH 481k s 400 1) 550 7
B9 As BRIRTT 5 SR 57 1 T 5%
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