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HE . B A RAESG2/EEF Fractalkine (FKN) 5 &8 QR feagmEr, ik 2N 50 4
JR N B B B H AR A F R, 50 B4 BRI Ak R BT R R Mk (ELISA ) M€ s i FKN
KT, AR B RO AR R M T dn A APARME W AT RBE (ADMA ) K-F, FEBRIE R B A M T i — AL
HONO RF . 4% &5 P A 75 A8 M) L Zh IR b A5 69 P9 BAR B f AT 3K 38 (EMID ) &3E 1 BUAR B M AT
KA (NMD ), 38 6l R Z & BB E (BIk 124 ) 2 3 AMNAGHITEEERS ST, WEE T AT G K% E .,
FKN, ADMA, NO, FMD # EALRF, #t—F 54 FRKN &7 06 TR EL AL K% E, ADMA, NO,
FMD ZAL B4 afta ke, R HarRarbi, & 46 f i FKN 22 ADMA K-F+3 (P <0.05),
EMD. iz NO K -F BAK (P <0.05), FKN 5 ADMA, K % &, 477K & 2 E4 % (r =0.785, 0.730 f=
0.785, 3 P =0.000), 5 NO. FMD Z fi#8% (r=-0.800 = —0.783, 3 P =0.000), %it 3 A EREREIT,
ZEINH R, AFIKRJE . FKN, ADMA i85 ol 4%, NO. FMD g7 7h & . P FKN 7897 T sHA
(AFKN) 5AKEGE, A4KE, A FMD, A ADMA, A NO 2 EHM% (r =0.720, 0.405. 0.707. 0.687
Fe 0.726, P =0.000, 0.012, 0.001, 0.032 = 0.001 ), £Z5it /RA MG wEE L o7 FKN K-FeI 55 g A
KRB TR K o EIRG T T &R A B e R B0 R Ak, Akl 7 P 69 FRIN KT
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Correlation between serum Fractalkine and impiared vascular
endothelial function in primary hypertension patients*
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Abstract: Objective To assess weather Fractalkine is involved in the impaired vascular endothelial function
in primary hypertension patients. Methods Fifty primary hypertensive patients and 50 healthy volunteers were
recruited. Serum Fractalkine was determined by ELISA. Plasma asymmetric dimethylarginine (ADMA) was
determined by high performance liquid chromatography (HPLC). Serum nitric oxide (NO) was determined by nitrate
reductase method. Brachial artery flow-mediated vasodilation (FMD) and non-endothelium mediated vasodilation
(NMD) were determined by high-frequency ultrasonography. Thirty-eight hypertensive patients (12 of the 50 patients
were excluded) received 3 months of standard antihypertensive treatment. Correlations of the Fractalkine change
with the changes in NO, ADMA, FMD and systolic pressure levels before and after antihypertensive treatment were
evaluated. Results Baseline characteristics of the two groups were similar. Serum Fractalkine level and plasma

ADMA level in the primary hypertension group were higher than those in the controls (P < 0.05). FMD and serum
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NO level in the primary hypertension group were lower than those in the controls (P < 0.05). Fractalkine was
positively correlated with ADMA, systolic blood pressure and diastolic blood pressure (» = 0.785, 0.730 and 0.785,
P = 0.000), but negatively correlated with NO and FMD (r = -0.800 and -0.783, P = 0.000). After antihypertensive

treatment for 3 months, systolic blood pressure, diastolic blood pressure, Fractalkine and ADMA levels decreased,

whereas NO and FMD were improved. The decline in Fractalkine level was positively correlated with the decrase of
systolic blood pressure, diastolic blood pressure and ADMA, increase of FMD and NO (» = 0.720, 0.405, 0.687, 0.707
and 0.726; P = 0.000, 0.012, 0.032, 0.001 and 0.001). Conclusions Fractalkine is a sensitive surrogate marker of

endothelial dysfunction in primary hypertension. Antihypertensive therapy improves endothelial function in patients

with essential hypertension, and decrease the serum Fractalkine level.

Keywords: primary hypertension; Fractalkine; asymmetric dimethylarginine; flow-mediated vasodilation;

nitric oxide
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B DI RERI Jy vk B FE AP vk, RGN LA P e 4
A5 4 0 A T A R RTIAEE aod If A  A
EERPKIIRE. JEE VM A N K DI RE R S EICAI
12: ¥, Fractalkine (FKN) & 1997 4F & A& AL K 1
CXC3 WA ME— R . T HAIBFIE R, i ]
Sl FKN £k L, R FKN 2k 2] S8
YA ZEEL IR = U, R BCEEIEER " H AT P
AT FKN 5 & Il N Bz D R i 58 A7 78 T4 41
S DL K SRR R JE PR A e R
5 FKN ZKF- 5 148 N DI RE A IE o AR SCHULBIF 9T it
FE RN R FRNS I 4 B2 DO RE AR &

1 #FRE5HEE
1.1 HRE

P54 2010 4F v [ 5 I B ¥4 6 1 v O TR R
MRS bR, LefE 2013 4F 1~12 AIGRIETE 1D
AR EBEONEMEBEEL 12 BI902 i B F 175
FHFE R 259 = 2 R e i, 36 50 6], HES: 4k
KRR Oy . MRS . IR . B . ™
FIFFUREA LR T 1A HEZIE TR R
Bl A i o S R A, rh O EE R X B 50 9]
1.2 FHik
120 —AFH . MR AR B, RE.
TREFEE (BMI), Wi & . #F9KE . FKigs  BEFE L
WEHR PR MRZGsE . A4 E R, FE L)
g, ZSMEIMBE . %5 2 h OB, . O BA .
OHERHE . BRARETE . REEERESE .

122 Bmgyr S0 flmiEgsE s, H5IEE 12 6

SR, Horr 7 i H 2 B v )RR AR 3 O ek
A, 3FIRELG, 2 BT, 38 B H L 3N HIEL
YRR RIARTT o B RS B 455057, ACEI/ARB
SRR, SR fet P sl A H
123  BEFBR A BRI AT R4 (FMD ) &
IE A ERAR B e AT IR T B (NMD ) 2 LSk
LA P Fz T 68 0 72 2R I SONOS-5500 74 £ 3 iy 4 75
WAL, JEE A sk (4 ~ 10 MHz), [FIX0
SR, e G LS Bk e, SRAT R
FE dem, TEOEEFTRAM ( RPE 2P0 HL B R 08
BF ) 9l 3 ok P A8 0 T P B g i B, gl
EHRAl 0L, RS AR AR [ 4
3O, O EAE S FEARE (D, ). SR
e A 2 T R E ARV N OCT TR 2 ~ 3 em,
Bl BARE 250 mmHg J5, 4EFF 4 min JEHER,
60 ~ 90 s IHMERE Ik INAE (D))o AUE 15 min, £F
M55 NARIKE IR T ACERS, VB ARE S & IR H
i 0.5 mg, 3 ~ 4 min J5 FXICEMLBIIKM R (D)),
F M FE I B 175 & () FMD=( D,=D, ) /D, x 100%, fity
1% H A 209 NMD= (D,-D, ) /D, x 100%. L) F#:4E
L VPN R i
1.2.4  FKN. 3FExFARME =W L 45 8 8 ( asymmetric
dimethylarginine ADMA )., —FAMER NO M E R
TR 2SI R K L I0LTE FKON 0 532 {1 T IBG e g2 1%
B (ELISA) M5E, >R FH i AS0BCRH €833 2 0 Afr i )
FEIMAE ADMA )P L5 NO HeBE 5 SR F Al R A i
P 5
1.3 Sit=FHE

BARS TR SPSS 17.0 G4, %k
B = bR (xxs) o, Hok%e, THECRBH
xR, WA AR Pearson FHE0HT, P <0.05
NERAGIERE L,
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5510 SR A R PERS IR LTS Fractalkine 7K 5715 A5 P B DI REA Ui (AR DG HER ST

2 R T LR 2 A TR BRZH( P <0.05 ), W4 NMD 7KF- A%,
. ZR G FEL (P>0.05), W2,

21 WAREELABLE - i

FLRALS X RAPER) e, o, g 23 MU FKN S F e, MR, R 3R
ADMA., FMD. NO my# <1

J5 2 h L. IREIEEL (body mass index, BMI ). & .
AHIEEE (total cholesterol, TC ), =t H i ( Triglycerides, 355 FRN 5 45 e A T, &7 5Tk ADMA

TG). M8 IS 14 1 [ B (low density lipoprotein HOIE M 2€ (r,=0.335, 0.730, 0.785 1 0.785,
cholesterol, LDL-C ) JULEF ( serum creatinine,Ser ) FL#, P =0.000), 55 FMD .NO 2B r =-0.783 1 -0.800,
ERFGIEEN (P>005), WA RmsgE 0P =0000)

s, ERAGIFEL (P<005) , @iEgsT 24 BLEARERHIEDLERNENENEL

XTRRZH . DL 1. MR LT 3 A A R RIEYT IR, e . &F
20  WMEBFAMS FKN. ADMA. NO fiplE  7KJE. FKN. ADMA HIfRJTFRTF#E, NO. FMD tif
IhREKF LA SYRTTHE (P<0.05), W33,

WAL E FKN, 1% ADMA K, Sk 25 BmEHEETEIENESKHEIEESTE%
TR (P <0.05); P4l NO Kk,  SHERIHEXMES T
ESIMLE AR TR BLL (P <0.05); B4 FMD 7KF He#s, 3 M1 FKN 5046 e . ADMA . NO F1 FMD 697

®1 WMABEEZABLILER (n=50)

XFHEZ 24/26 56.60 + 6.47 5.25+0.52 7.53£0.68 11540 £ 11.23 69.36 +6.16
=103 26/24 55.72+5.82 530 +0.42 7.45 +0.80 175.62  12.95 99.00 + 11.34
X i 0.160 1.350 1.392 1.293 61.915 34.599
PAE 0.689 0.178 0.164 0.197 0.000 0.000

XF A 472 +0.66 1.53£0.34 2.47+0.63 80.22 + 18.95 23.85 £2.00
[T 476 £0.71 1.61+£0.48 2.55+0.70 83.08 + 14.63 23.70 + 1.77
XIEN 0.811 1.769 1.537 1.723 0.614
Py 0.418 0.077 0.125 0.086 0.539

F2 WEAIMAME FKN. ADMA, NO fIN B IhgELLE  (n =50, x+s)

XFHRZH 140.74 + 38.31 0.20 +0.07 54.24 +5.40 8.20+0.87 14.95 + 1.09
IR 414.24 £ 98.65 0.44 +0.10 31.64 +5.80 5.49 £ 0.47 1539+ 143
REEN 18.274 12.660 20.144 19.259 1.750
P 0.000 0.000 0.000 0.000 0.083

*3 BOEAEFFEIFMLE. FKN. ADMA, NO #1 FMD b8 (n=38, xts)

bapagilll 180.92 +9.44 102.18 + 10.26 470.76 + 80.38 0.53+0.15 31.52+5.88 8.01£0.93
RIT IR 136.37 = 11.00 78.07 +£9.28 321.68 + 83.97 0.46 £0.13 41.87 +6.80 12.49 +1.20
i 18.943 10.733 7.905 2.018 7.099 18.134
P 0.000 0.000 0.000 0.047 0.000 0.000
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(r=0.720.0.405 .0.707 .0.687 F1 0.726, P =0.000.0.012 .
0.001. 0.032 F10.001 ). VLIHE.
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