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ABSTRACT
Aim To study the changes of volume, function and
characteristics of L-arginine (L-Arg) transport of
plateleti (Pt) in patients with essential hypertension
(EHD.

Methods Nitric oxide (NO) production by platelets
was assayed by measuring the accumulation of nitrite
in the incubation medium using Greiss reaction accord-
ing Green’ method. Transport of °‘H-L-Arg was
determined essentially as described by William. In-
flux of *H-L-Arg was determined by measuring cell-
associated radioactivity after an approprite period of in-
cubation with °*H-L-Arg.
Results In EH patients, the quantity and volume of
The
maximum platelet aggregation ratio (PAR) was much
higher than that in normal (P <0. 05)and PAR was

correlated with NO production.

Pt has no obvious difference with the normal.

The production of
NQO and the ability of L-Arg transport in EH was re-
spectively lower than that in normol(P<0. 01). Maxi-
mum transport velocity (Vmax) in EH was only 79%
of normal (P < 0. 01). While the Michael constant

(Km) showed no significant difference between the

_ -
FYAMMNERESFERELBHEHBESTHHHE
DA G BN B, dEE 100037

G R EE A O MAF RIS . LS 100081

two groups.
Conclusion Above results indicate that there exists
a founctional and L-Arg transport disturbance in EH.
It appears that the improvement of NO production and
L-Arg transport in treatment of hypertension may be

potentially important.
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1.1 HRMR

MNAFHFS WHO Sl tr AR A B L E &
H M HRAACHFEL . AP FH 140, %9
#l, FHEH 56.246.4 %, F 3 5 Bk E (mean artery
pressure, MAP)# 123. 7413. 2 mmHg, # WHO %
AR, TH3H, I 200, REAFXRUEAEA
hith, ABRAYZHEEEL LA AP FHBH,.%
Y64, FHEHA 52.6+5.5 % ,MAP ¥ 95.8+6.8
mmHg.

1.2 W/MRIREE

ERMAE & Rk fn, X\ 3. 8% 4 # BR 4 4 5%
(5 HRBEHMEFLA 95 1),3 000 r/min & 15
min, # & F i /> R o ¥ (platelet rich plasma, PRP),
J Hepes # 4% i /M AR %08 % £ (200~ 250) X10°/L.,
1.3 m/MVEREMERRE

sRXmeL, abRpEMESAELERAER
HBENE TYXN-OL Sk B n R REN. XA
. 200 L PRP F i p R EEMEF P E b DK
B AL A 1 wmol/L 5 % #| = i 5 B 3 (adenosine
diphophate, ADP) 4} # (Sigma 2 8 ). M & f1 /MR & X
¥ & F (platelet aggregation. PAR),
1.4 fi/hviR NO; RIBIZE

B X#[3].4% PRP fn AR 2 £ F| 5X10°/L,
W 1mL FRERFAAS0pL ADP.37CE F 5 min.
30 min F M % F Greiss KA (1% A EEK# K0
1% N-(1-F#)-Z 28 .5% #8). FEHKE 10 min,
B BANE SSOnm KK TAHEHRALE.

1.5 M/ L-MEREENE .

£ R XHR4], EHEF 1 10 X PRP ¥ F4 Ca-
Cl, #1 % % # #7 Hepes ¥ % ,4C.2 350 r/min F x> 10
min, ¥ L EEAM—K. R4 CCL, MW EHERH
Hepes % % /M 4R %8 % E 5X10°/L. 3K 50 pL 4 5l /v
A F B % & (5.10,20,40,80,100,200 pmol/L) #*H-
L-#E R AP (WLEHH 2 290 Tba/mol, .5 NEN/
Dupont Co.), 37C#¥ % 1 min, 8 A 100 pL # |} &
(270 mmol/L Formaldehyde, 16 mmol/L EGTA, 150
mmol/L Nacl), # millipore it 450 nm % 3, 48 B 48 3§,
F 4 mL Hepes 3 3 K. BBER F AN IRERK, E K
HAKR T RN EMHL-FERKAZE ARIT
mEANERRFANBE L-REARNEEHEHR
NEEERREEGZE. U pmol/10° Pt X7,
1.6 ZFEitxaE

LHERN s XF . HAFHHERALE ¢

2 &R

2.1 BhMtENEAEN/DREREENNE
It (Table) fiR, RA S LEE &L

INR S AT B A, /MR IERIR TG B

AR (P $9>>0.05), ¥F ADP Rl B F IR & & I

EREENIMBEAREEHESTXRAWXP

<0.05),

Table. The aggregation, NO; production and L-arginine transport of platelets (r=s).

L-Arg Tran_sport

Groups n PAR (%)
NO3(mmol /10° Pt) Vmax (nmol/10% Pt/min) Km (nmol/L)
Control 14 61.547.6 5.9341.53 11.94£0.79, 12.1340. 40
Hypertension 23 80.64+8. 8 1. 6840. 50" 9.5140. 78" 11.82+£1.13
a; P<{0.05, b: P<C0.01, compared with control group.
2.2 M/HEREDIRSOHERRIEZENX xR

%

ARG I E B /R KR SRR L
EKFTHBAHRXIKRG=0.34, P>0.05).
SREREMHEXETRKZE (-=0.41, P>0.
05),

2.3 M/IHRREDES—SACRFEEZ(E

BRI ERE M/ E ADP JI# T
NO; 4 i ZEH A RA BREMKP<0.0D),
PIRERKRERSNO FAEEREMERGC=—
0.63, P<<0.05) ,
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_ FRESLERERN R L HEARE

EH vk 2 RIS 1 (Figure 1) , IfL/MREXFPH-
LY EREZERENBAEE . ERE
% E S EH B3 /MR e $1E g it R A B
BEEK(P<0.01), Eadie-Hofstee Plot 34t %
LEH B3 M/ R L ERK &Rz HE
FE (Vmax) X AR 79% (P <0. 05), Tii*H-
L-BEREENKRREREEEKD THEER
(P>>0.05)(H 2, Figure 2),
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Figure 1. Kinetics of “H-L-Arginine transport by
platelet.
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Figure 2. Eadie-Hofstee plot of arginine transport vs
arginine concentration in patients of hypertension and

normotensive.
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ADP B, T ML /MR KT 5 RETIRER N
IR, B, HMER M /M4 RE IR Ca™
RE RS I/ RE LA X5, /MR E
S0 AR TR Y R I B 5 B Bk R AL
WEZEFES, BF LRIEE, IR A K
NO,NO i3t & S F B LB, (F HRE A
Ca™ W BE T B, T I ML/ ME AT RS BT SR &
4B ¥Rt & B EH B I/ R A R B THRE B
BE T RA,FaERMHRE -3 AR
EH BFIM/ MM EREEDNEESSLENEE R
FEKELEVME. S NO =EERKH
BRI MMHEEXERERSIEN M/ EED
BERI PR FTRE S NO H %, RS L-AE & ELE
SRR Na " RESE Y EAEEREE
HEEHEAT, 50 FEEL/ MR —EAL
2 &8 (NO synthase, NOS{EF T 4 5 NO,
AR NO A/ H NOS # LAg E B2 P4
IR, B LR IE S I R M/ NOS
fy B FIE M, T8 M R /M NO A&
ML REHES L-MERKZH R LRGE,
ATEWET M/ R L-IEEBREENIEER
A HERERKENAS HAREZE
ERAE.BUREREERT —EEE Q00
pmol/L G HEREMABEEKEN A ST
. &R AR EEREZSRE B
FEH AN H Vmax 8 1EH AME 21% (P <0.
05),Km LB E . #7 5 M E&T M/~
NO & @%b R L5 NOS BRI A X, 96
T EEERFZREEGRATE I,

M A SRR, 5 A L B R T
REMHEBRTRES L-HERESRNRBRER
NO & i E /P H * . BREIRT &M ER R
R P& FE 5b 38 3 35 IR i ML/ RUE R 25 A
(RHEM MR L-HE BRI ZH ARG LA, X
B iR Sh ik ok BERE (L Ui R AE P RE R B I A9
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