P R RS2 4R (FLARBH )
ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science)

E %A R D RZ S A INE & R _EE AN IS T RE R %

2EZEE OBRLT OWLBRIRKER

("B ER R N2 2R, VIR Fat 2100297 B st BRRF R A5 — M BR Be 2 AR BRog B VT8 MIat 210029)

EISEFE 12

-1680 - 2015 4F 12 H

(5 E] B9 AU 1,25 24843 Di[1,25(0H),D; |2 16/ Bl 1L A0 A BLERR HhO IR A R 3 (VP) ik
RO & T RERISEI T 3% 38 FH R S KR BRI 109 S RV B RTINS T T WLshc ik /AN kg 2 H il 25 Bk
Y2 D 1o FAREEIE D ERR [ 1o (OH )ase™]/INEURT ] 55 87 A2 /N BRUAYF- 280 K IR I8 P VP A9 2 8RR 9 11 A8 52 7 P i 2
1b, BR . 1a(OH)ase™ /N H BIE MLTE R R IR = 55 M0 A% VP 2R 4R R T 1R 53 B9 AR /0N B, K6 I 3 kot 2. I AR A
PR ITLAS7 S RN — 4 T S A I A7) i R e 2 ) 4 I 4 S oy E00) IR i 2 AR, 4638 1 1,25 (OH),D, £ R ML & i
TR SO A 28 P 38 AT 1T 47 ) B R T AR

[KEIA] 1,25 “FHEE R Dy; Lo FEAMEE; = 0 5 0 2 5 0 o A7 2 o
[HEHFES] R329.26 [XEfFrER] A [XEHS] 1007-4368(2015)12-1680-05

doi; 10.7655/NYDXBNS20151202

Active vitamin D deficiency resulting in brain vasopressin increment and cerebrovascular
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[Abstract] Obijective:The aim of this study was to evaluate the influence of 1,25-dihydroxy vitamin D; [1,25(OH),D; |deficiency
on brain vasopressin expression and cerebrovascular function in hypertension. Methods:Mean arterial pressure,brain vasopressin
(VP)expression and cerebrovascular reactivity of two-month-old 1-alpha-hydroxylase[ 1a( OH )ase ]gene knockout mice and their wild-
type littermates were analyzed and compared using tail-cuff plethysmography,immunohistochemistry and online videomicroscopy.
Results; Compared with their wild-type littermates, la (OH )ase ™ mice showed high mean arterial pressure,increased VP positive
neurons in hypothalamus and cerebral arteries featured markedly decreased dilatory responses to acetylcholine(ACh)and a reduced
basal production of NO as exemplified by the attenuated diameter decrease during NOS inhibition with L-NNA. Conclusion:l,25
(OH),D; plays an important role in neuroendocrine regulation and cerebrovascular function in hypertensive progression.
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Figure 1 Effect of 1,25(OH),D; deficiency on hypothalamic vasopressin (VP) expression
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Figure 2 Effect of 1,25(OH),D; deficiency on the cerebrovascular reactivity
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