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I s AL AT & 1 ALC (GHbALe) FHIM A AHR Jr il o o [ 454 ] SRl i A 25 i 38 A JIH [ B2 (TC) FH iR T B 48 4L
(BMT) %} B2 2 5 VT3 (P < 0.05) T iy LS A A PR AL T TC I BE R 88 (AR [ (LDL-C) . H il =R (TG) . BMI
IR B (W) 300 B AL B & PETF (P < 0.05) , Bl i 2 075 10 & BB DR 4L visfatin ¥R BE (ng/mlL) $9%5 % HE 21
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Abstract : [Objective] To detect the levels of visfatin and superoxide dismutase (SOD)in plasma of hypertensive and
hypertensive diabetic patients.And to explore the correlation between visfatin and SOD in the whole study population.[ Methods] In this
cross-sectional study, eighty-eight cases were enrolled, which were divided into hypertensive group (n = 31), hypertensive diabetic
group (n = 31) and control group (n = 26). Blood pressure was obtained from each participant with mercury sphygmomanometer. The
levels of visfatin and SOD were measured by ELISA. Meanwhile, the levels of blood glucose, glycosylated hemoglobin A1C
(GHbAlc) and lipid profile were detected.  [Results] The levels of total cholesterol (TC) and body mass index (BMI) were
significantly higher in the hypertensive group than those in control group (P < 0.05). The levels of TC, low density lipoprotein
cholesterol (LDL-C), triglyceride (TG), BMI, waist circumference were significantly higher in the hypertensive diabetic group than

those in control group (P < 0.05). The mean plasma concentration of visfatin in both hypertensive diabetic group and only hypertensive
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group was significantly increased compared to that in the normal group (57.6 + 16.0,118.3 + 21.7, vs 21.4 + 8.2 ng/mL,P < 0.05).
While the mean plasma concentration of visfatin in the hypertensive diabetic group was also significantly increased compared to that in
the hypertensive group (118.3 + 21.7 vs 57.6 + 16.0 ng/mL, P < 0.05). The plasma SOD activity in both hypertensive diabetic group
and hypertensive group was significantly decreased compared to that in the normal group(157.1 + 18.6,145.1 + 31.4, vs 168.4 + 23.1
U/mL,P < 0.05). While the plasma SOD activity in hypertensive diabetic group was significantly decreased compared to the
hypertensive group (145.1 +31.4 vs 157.1 + 18.6 U/mL,P < 0.05). There was a significantly negative correlation between plasma

visfatin concentration and SOD activity in the whole study population (r = -0.390, P < 0.05). [ Conclusion] The plasma concentration

of visfatin is increased in both hypertensive and hypertensive diabetic patients, and more increased in hypertensive diabetic patients.

Increased visfatin concentration may be associated with to the reduction of SOD activity.
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TERESK T 2012 48 12 H & 2013 4E 1 A
AR AR 1 K 2 B R 2R = B ARG B A R AT A
B, DIZHAHKS AREEI 88 A, 40y 3 4 . IF 5 % R
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FELH (n = 31) , Ch E IR BTIA TS 2010) 70K =
IR R AR A Al R 25 s L L AR E
3 Y I WA = 140 mmHg F1 (B8 &7 5K 1K
= 90 mmHg, AHFFT Y5 LT AL HE™ 6 42 %
LR E XA TE . (PR 2 OB R B A 15
2013) U JR s 2 Wi b il Ry . D2 R i 21K
TR T i T P A ol 2 P4 A DR i R o et L
B =11.1 mmol/L @)% I L% =7.0 mmol /L 1§
() 1 75 2 W5 i 3 36 2 b 1A =11.1 mmol /L,
AHIE ST R PRI AR e 42 BRI 46 F 1912 Wik 1
A, AT TE R HEBR AR A7 & DI RE =5 1Y
NAE 5 I IR B R SR s 2590 i A 5 47
FEARRRE O MG AHE (ISR UE O 20 | Fe Il
P ) e A a0 WURE B 5 ) A I8 I A5 95
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MytEeE s, TR T R ks A T 5 AL
A MBERIH H 7 7180A 14 [ 314 AL 43 B
T 52 5 1055 78 260 W I P-4 2 W SR AL S | 3K
FIM A AR E Kk AR A BRA BT, e R A
RS B R AT BR A B AR PR Y 721 A6
Ty AR 2T 2 KT B 7 3 40 i 0RO £33
P, AR A 3L Bio-Rad 22 F] D-10,
MR FIMFRA LA 3 000 r/min B0 10 min (2
%r=9.5cm), WHEIFILH , T-80 COKAPRAT
3 B visfatin ¥ B2 AT SOD 3% 74 17 FH it 5k
G PEW % (enzyme—linked immunosorbent assay,
ELISA )l % , By FHASE I 470 6 2 0 1 o ) S e
(Abcam) ]
1.3 GEitEabE
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JE B AR LIS R + ARIEZE (3 + SD) UK,
45 1t 43 ok 5 LR T 22 40 B0 (one —way
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2 % X
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=26), i L2 (n = 31) F18 1L 45 4 PR 20
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(total cholesterol, TC) FI{A& Jii i #8 54 (body mass
index, BMI) % HE A 5 25 14 T 5 (P < 0.05) , Tl 5 1L
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WC) B B2 BT i (P < 0.05) B4R I
JE 20 A 1 5 0% i A LK visfatin 3k B2 1
BN R 2 TH R (P < 0.05) , T i I A IR A IR
I ZH 58 B4l i3 I 4H L visfatin W BERE &), HL.22

Se[FRE A B (P < 0.05) , Bfaf i 1 Hs 25 s
IR A 15 PR G 4 1ML 3% SOD 3% 1 4 o) B 21 I 2%
PEREAR (P < 0.05) , 17 /3 ML A5 I8 PR 2 35 Pl
fe IR ZH 3% SOD T P B A, H 22 oAy 3 1k
(P<0.05;5% 1),
22 MR ANBEHIM Y visfatin iR E S H bk KRS
FREGHE K IE S

X REABIF 58 N BESEA T AH SOG40 A A B, 1K
visfatin ¥ £ 5 SOD %M Z 0] & B F A (r =
-0.390, P < 0.05), [A] B} IfiL 3% visfatin ¥ i85 25
Ji IR WEAR M Z1 8 ) W He AR T 5K e 22 R 1 2
IEARSCG, HaX S S AT B 5 5 L (P < 0.05),
ML visfatin ¥ BE 542 0% BMI . WC Mz IfiL 5 44 76
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X REANBIF 58 N BE AT AH OC M 23T ik & 30 I
I SOD PR 25 M A s Ak i 21 2 1 Al TR
Z ¥ AR DG, HLIXFIORE DG AT I 2 v (P <
0.05), ML SOD 7 M5 &F ik e AF# . BMI WC
K ARG TCAZE (P> 0.05; 4% 2)
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Table 1 Clinical and biochemical parameters of the 3 groups

(Mean + SD)

Control(n = 26)

Hypertensive patients(n = 31)

Hypertensive diabetic patients(n = 31)

Gender (F/M) 14/12
Age/years 65.3 £ 8.3
FBG/(mmol/L) 52+0.2
GHbA1C/% 55+04
SBP/mmHg 111.7+£ 4.4
DBP/mmHg 69.2 +7.7
BMI/ (kg/m?) 23.1 £2.7
WC/em 82.8 £ 8.3
TC/(mmol/L) 5.5+0.7
LDL-C/(mmol/L) 33+0.7
HDL-C/(mmol/L) 1.4+0.4
TG /(mmol/L) 1.4 +£0.7
SOD/(U/mL) 168.4 + 23.1
Visfatin/ (ng/ml) 214 +£8.2

17/14 19/12
70.0 £ 9.8 67.6 £ 10.1
5.8+0.6" 8.6 £2.7%%
5.9 +0.5Y 7.4 +1.62%
170.5 = 11.9" 170.0 = 15.9%
89.7 + 10.5V 94.4 £21.9”
24.9 + 3.4V 26.9 +3.99%
86.4 + 8.2 92.0 £ 9.09¥
6.1 £1.2Y 6.2 +1.6%
3.8+1.0 4.0 +1.3%
1.4+£0.3 1.3+£0.3
1.6 1.0 2.0 +0.8?
157.1 = 18.6" 145.1 + 31.4%%
57.6 £ 16.0" 118.3 + 21.79%

F/M: female/male; FBG: fasting blood glucose; GHbAlc: glycosylated hemoglobin A1C;SBP: systolic blood pressure; DBP: diastolic blood

pressure; BMI; body mass index; WC: waist circumference; TC: total cholesterol; LDL-C: low density lipoproteincholesterol; HDL-C: high

density lipoproteincholesterol ; TG ; triglyceride; SOD: superoxide dismutase. 1)P < 0.05: control group vshypertensive group; 2)P < 0.05: control

group vshypertensive diabetic group; 3)P < 0.05: hypertensive group vshypertensive diabetic group.
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Table 2 Correlation between visfatin, SOD reactivity and

the other parameters in the whole group (n=288)
Visfatin SOD reactivety
r P r P
Age 0.102 0.345 -0.205 0.055
FBG 0.777 <0.010 -0.310 0.030
GHbA1C  0.755 <0.010 -0.384 < 0.010
SBP 0.660 <0.010 -0.260 0.014
DBP 0.578 <0.010 -0.148 0.168
BMI 0.149 0.209 -0.134 0.212
wC 0.168 0.201 -0.186 0.084
TC 0.176 0.093 -0.120 0.266
LDL-C 0.198 0.076 -0.183 0.087
HDL-C  -0.020 0.851 0.093 0.391
TG 0.219 0.059 -0.085 0.431

SOD -0.390 <0.010

FBG and other abbr: same as table 1.

3 9 #

A TR AE A 7R 1 1 5 0 DR s 28 A B4l
12 L ZHL 1ML 3 visfatin ¥ 245 0t BR 20 I 2 T &
It H & ML A 10 R 9 4101 visfatin ¥R 5 55 5.
afi g R B, XA 2E S B MR
APk A RBFFE &L, D visfatin HREETE 2
PR PR g UL A8 25 X5 T % B2 I 2 M T
e 50 ] A2 PRI S A A B, W PR 6 O v
R LY visfatin W BEREXT BRZH Ty, i B % -
M8 B KR RG220 8 ME visfatin WS,
WA W5 & BTG visfatin W& B 5 & L% 539 2
[i) 22 v B TEAF OGO 3k S 55 1 5 3R AR 9 T A5 Y
ERBFEAAALT DA AR FDUAL A 25X
A MR N HEBESE A B0 Y I R X R A M K
visfatin ¥ & V&G 5200 [R] B &2 PRI visfatin 9k B
G106 5 ZZHRPU RN SAE 5 b AE AR O, i Hid 5 4R
I 5 2 RN OG PR R Z T L S TR TR 45
RAFTA ZMIEH, Bz s AR
TETEMR R S JH AR 259, SO REHEER 2590 %)
visfatin Y& I SZ IR, PR IZ MR AN TEAR IR O | HE
SRR TRATET A ST ARER 10 2 DRI BT I 4
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visfatin Y& BE 520 | ¢ J5 113K visfatin I 58 745 M
e 22 B S X 45 SR A — e I

2004 4F Ceriello #2124 4 M ] 4 8 2= i |
R AR I O TR 5 R AR . W PR RO I 4575
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AL, HET R RIS B3 1K SOD 36 M
AR Ak G FEAE SR AL O T AR IR A e B R L R I
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