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NO: , NO; and Tissue Plasminogen Ac-
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ABSTRACT
Aim To investigate the change of plasma L-argi-
nine, serum NO;3; , NO; and tissue plasminogen activa-
tor (t-PA) in patients with coronary heart disease and
hyperlipemia.
Methods

analysis was introduced to measure the level of L-argi-

The method of Pico-Taq™ amino acid

nine. Serum NO; and NO; was observed by catalytic
photometric method.  Serum t-PA was measured by
enzyme linked immunosorbent assay.

Results The levels of plasma L-arginine (patients
vs control group: 89+ 8 pmol/L vs 113+5 pmol/L),
serum superoxide dismutase ( patients vs control
group: 67+ 33 ku/L vs 98+ 34 ku/L) and tPA (pa-
tients vs control group: 0.94+0. 24 ku/L vs 1. 4340,
21 ku/L) were reduced (P<C0. 05), but the levels of
serum m#londialdehyde (patients vs control group: 7.1
- 1.5 pmol/L vs 3.510. 6 umol/L) and NO; . NO7

(patients vs control group: 38+10 pmol/L vs 3049
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pmol/L) were increased (P<C0. 05).
Conclusion Absence of plasma L-arginine in pa-
tients heart disease and hyperlipemia may be related
with the increase of requirement of nitric oxide and in-
crease of serum NQO; , NO; may be related with in-
crease of degradation of nitric oxide. The decrease of
tPA activity may be related with endothelium disfunc-
tion.

KEY WORDS Coronary Heart Disease; Hyper-
lipemia; L-arginine; Nitrate, nitrite; Plasminogen Ac-

tivator, inhibition

BE ARVHFEACAIZIELEEHP 16 FEF
ARGt R abdh L4 R BR  AHEEAR (R ANERAR . R A4
BRRMEM R EGRA S HAKFGT I,
BURARLACHAIR L 8L L-HAHKPE amy
HEBBRR SRR LBEEETR (SR
Ak, P<<0.05), B EE AR | b SEBS AR R N8 i A 4Lk
FAHAHP<0LB)  URXRFECASIHLEELF LY
LA EARE  TREL AW EEZE P
FHf ok P AR Ao DANBEAR 694 §08 0, THE S —
RARGEMERA L, 0NN SBRAXEREYR
BRTREmEAREIH £,

x i3 Aok HMEfdE; L REE; AR
A, BRI, HESRNEH, HA

LR FEW, A L-EERAE [ E
1oV S e MUAE R % S P B IR &F 3k T
RE. 1M % Bh Bk B EE AL I D) SR TR S LTS
1B F AL B L E§ (superoxide dismutase, SOD)
EH.ENMEELEXEREERESELE
e ERS, MR ORI B AR EEMEY. |
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BOREIEMAERERTHEE L-HERNBR
FMAEFRY., SRR E OS5 IAE
BEL-HERNTLEHERXLHRR. B
A EALAD AT S VR B EGE 9 tissue plas-
minogen activator, tPA)HI4F 7 8 FE OIS S
#1 7l (plasminogen activator inhibition, PAI)

X%,

1 #HHEEFZE
1.1 fROER
ERAHMAHSHACHFLA L —RK—
M B¥E, & E B (total cholesterol, TC)>>6.0
mmol/L , H# # = & (triglyceride, TG)>>1. 22 mmol/L,
% % F s & @ JE B B (low density lipoprotein choles-
terol, LDLC)>5. 72 mmol/L, B ¥ EHEOEER
(high density lipoprotein cholesterol, HDLC)<C0. 78
mmol/L, % TC % ¥ % 21 i, TG % % % 26 #,
HDLC %% 22fl. HR AAPEF . FAF . ALE
LR ERRCMEEGCAAAMFLTE. 5 148K
168, &4 53 # (FAL %O
REABEI16A.59IA. KT7TAFIEL51.6
PP, s HEERE CEERXERELRY
KA B . HhEEEY.
1.2 OREIECHEREBELYKILE
EEME
2B, %X s3] zm/ﬁﬁaﬁﬂ’tm(hpld
peroxide, LPO)4 &, # X Ll % = B (malondialdehyde,
MDA) £ & & % 7,S0D # X R [3]0 &, # R U ku/L
R,
1.3 MR L-MERREHAE
hEL-#ERRENATE2EIRO~3L. 8K
HERBEEEZRC,
1.4 WERRATEHERRES BHORE
: By RI5IM R 1% NO; 2 NOy 4 &,
1.5 HARNKSEENITHRENHREYE
ME
HBRADABEEHFH~ PALERR i%
pEMERAN, RAEEG LEERAZES T
. RAZEZEAAL AT,
1.6 #HitLE
ERHBUzEs kA RAAHANRE R
Bk,

T
t 4

2 #R
2.1 M3 L-MEKKTE
0 S LA B & R L- A MK
H 8948 pmol/L , X B4 L4 REK T4 113
+5 pmol/L, MEMHLEE R B F (P<0.05),
1 B 7 09 G AR ML AE B8 ML 3K LS | ERAH Xt
AR,
2.2 MNERRNTHRRSENEL
&0 B g ILAE B & L & NO; 1 NO;
B ¥k BE 4 38110 pmol/L, X4 B8 44 Ifl 7 & NO;
M NO; HE X 309 pmol/L.FHH K, B
it # B L (P<0.05), R 0% & A8 ML AE
BEMFH NO; M1 NO; FRBIH.
2.3 MEEIRLHERNBRLYBELES
EMEANEL :
BOREELEEREER _—BKERHT7.1L
1.5 umol/L, SOD #1514 # 67+ 33 ku/L; 3t
BEH BN 3.54+0.6 pmol/L, 8 BEMK P
<0.01),S0D #yiEER 98+34 ku/L. BB T
=(P<<0.01),
2.4 MRARBASHRHTHEEIPHFR
a AT
0 B IR MLAE B #F (PA IEHEREK, PAI
EHTILAR KGR, Table),

Table.
tients of coronary heart disease (CHD) and hyper-

The changes of tPA and PAI activity with pa-

plipemia (ku/L).

Group tPA PAI
Control 1. 4340. 21 6.95+2. 64
CHD 0.9420. 26° 7.10+2. 66

a: P<C0.01, compared with control group.

3 Wit

3.1 BORSEmMIERE L-HERENRZ
L- &R ERNE B —E LR (nitric oxide,

NO) § ATk % . 75 L 18 P & ik B 5 1& H NO
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AL ] I3k ML 0 B A% P BT 2 R A AR
AR, BRI/ RS B F R S R, T EL e
MR mEFEUAREEE, T ERERIFTE
& L-WH B . A0 R A O A8 ME 8 &
L-EEBRAY AR XTRES L- S S BRIAFEN
mEx.
3.2 BOBEELERENSEI—RLRSE
BRI R HFEERRR L HEIRA KR
Harrision %0V F b 2 & 56 2 M 4 1E % =
WE 7] FEL 1 R 4 BT KU 2% NO B3 NO 19
M EE. REREMRE . TE 28R
WA RN, B B2 4E NO My A4 & B b,
T 53¢ 86 I B ) 25 NO 88 2~ 3 %, S B E
RIIMAE O; FEA .0 AR ILE HEHILE
LRI EA . S KE NO B RE JER—
FhiE S R RR 1L &4 ONOO~ , ONOO ™ 1E it
B THMRE. BB, L%, TN
XA 1.9s, BN AERN M OH
+ NO; ): NO, + NO——> ONOO~ + H™——
ONOOH——> « OH+NO; , &R EH.F L
¥ 75 i 1L AE J8 2 I RE ot AL & 1 Hg o, 6
R LT MBRREN. BE Y LEESET
K& , 154 B B A ILAE /] 8 NO K& hn. A §:3X

THERIR S JE R ERAR 938 hn.
3.3 LHEARBEARFSHRENIYRE
HRE KR

A4 F O R /M iR B U B Kok R
8L (atherosclerosis, As) fl B LR E R E
ERE. P ARSI EARTHALEEH
(FOMFE. R RIS EIRET R
X As #HEEEEEFH . LR EEEMIENE
O SR A MK+ 1PA [E480 8 T PAIL
EHELTHET. 2 L-EHERET SEME
F tPA-PAl ZREHHE? RINMUBTHHRE
BLL-FEERBEIE NP BB — EUE R A A
it 2 iR R EN As FE CRER .
B .L-HERERSE R EF MK P (PA IE

. 8R LS EBRREE W PAEAEH. &
MREMR (PA EEMNRSHED T Lot FERR
MR AEES, I EILARSEMTHE,
L-¥§ E BRI IN tPA S ATRES TR A XK.
it NO A B34 hn A sk B 1k 71 B 4 e Bt
P AR P SR TR L R e A AR AR BB 1 5 3
me 4 B Y tPA FERHIEE KT L- R E R E
HNEAERN —FMEZEFRHERS5PAE
HEeR. L-EERS PAl X AL G HIEAD
o
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