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Study on correlation between plasma Klotho,FGF23 protein level and senile hypertension
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[ Abstract |

Totally 180 cases of hypertension aged more than 60 years old were selected as the research group and divided into the grade 1

Objective To explore the correlation between plasma Klotho and FGF23 levels with senile hypertension. Methods
hypertension group(60 cases) ,grade 2 hypertension group(60 cases) and grade 3 hypertension group(60 cases). The age and pro-
portion of male to female were basically consistent. 60 elderly people without hypertension were selected as the control group. The
level of plasma Klotho and FGF23 protein were tested by ELISA. The lipid level was detected by the automatic biochemical analy-
Plasma Klotho

protein level in each hypertension group was lower than that in the control group,while plasma FGF23 protein level and BMI were

zer. The detection results were compared with those in the control group for analyzing their correlation. Results

significantly higher than those in the control group(P<C0. 05). With the blood pressure level increase, plasma Klotho protein level
was gradually decreased, while FGF23 protein level was gradually increased. The negative correlation was found between plasma
Klotho protein and FGF23 protein (r=—0.282,P=0.001). Plasma Klotho protein and FGF23 protein had no obvious correlation
with BMI (r=—0. 063, —0.098,P>>0. 05). Conclusion Plasma Klotho protein and FGF23 protein levels have obvious correlation
with the blood pressure level, which may jointly participate in the occurrence and development of hypertension.
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* 1 FH—MIGKRERITLL (TL5)

i H ¥t EH (n=60) FILE 1A (=60 WFIMLE 2 HH (=60 FIMLE 3 FH(n=160) P

AR (%) 69.67412.63 69.02414. 65 67.98411. 37 69.57410. 00 0.876

W /4 (n/n) 27/33 31/29 28/32 29/31 0. 740
BMI(kg/m?) 21.99+3.11 23.33%3.26 23.3743.33 24,0343, 39 0.021
TC(mmol/L) 4.98+1.27 4.72+1.18 4.914+0. 80 4.77+1.10 0.558

TG (mmol/L) 1.55+1. 40 1.76+=1.11 1.4240. 87 1.84+1.22 0. 306
LDL-C(mmol/L) 2.56+1.02 2.4140.91 2.4640.71 2. 44740, 91 0. 551
HDL-C(mmol/L) 1.3340.43 1.2540.41 1.294+0. 31 1.2340.38 0. 829

%2  44jE BMI.Klotho,FGF23 BBk Ext bt

Wi H X4 (n=60)

L 1 R4 (n=60)

EILE 2 94 (n=60) ELE 3 94 (n=60)
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Klotho % 1 (pg/mL) 813. 72+ 52, 82b
4 FGF23 % 1 (pg/mL) 1 674. 94444, 36"

23.33+£3.26
764.07+£58.49¢
1 798.25+57. 62¢

23.3743.33
657.39+18.22
1873.56£63. 26

24.0313.39
559.60+19.13¢
1 911.71459. 66°
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