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Effect of Treatment with Nasal Continuous Positive Airway Pressure on Nocturnal Polyuria in Patients with Obstructive Sleep Apnea Hypop-
Zheng Yanwen ,Qin Guangyue ,Huang Qingdong ,et al. Zhejiang Chinese Medical University ,Zhejiang 310053 , China

nea Syndrome.

Abstract Objective To investigate the effect of treatment with nasal continuous positive airway pressure(n — CPAP) on nocturnal

polyuria in patients with obstructive sleep apnea hypopnea syndrome ( OSAHS). Methods Twenty seven patients with sleep snoring diag-
nosed with severe obstructive sleep apnea hypopnea syndrome accompanying with nocturnal polyuria by polysomnography figure ( PSG) mo-
nitoring and recording the nocturia output and the number of nocturia were included. The nocturia output, the number of nocturia, the
plasma atrial natriuretic peptide ( ANP), renin (PRA), angiotensin Il (Angll ), and aldosterone (ALD) level were measured and re-

corded before and after n — CPAP treatment. Results Compared with the situation before n — CPAP treatment, the situation of the noctu-
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ria output, the number of nocturia, and the plasma atrial natriuretic peptide ( ANP) were obviously improved after n — CPAP treatment
(913.30 +£94.33 and 631.67 £180.07ml, 3.63 £0.69 and 1.85 £0.77 times/night, 0.19 £0. 11 and 0. 14 £0. 05ng/ml, P <0.05,
respectively) . Plasma PRA, Angll , and ALD level were of no obvious change (2.34 £2.03 and 2.24 +2.04ng/(ml - h), 75.81 =
62.73 and 86.23 £86.59pg/ml, 0.13 £0.04 and 0.12 £0.04ng/ml, P >0.05,respectively). After treatment with n — CPAP, the re-
duction of ANP was correlated with the reduction of the nocturia output and the number of nocturia, and the correlation coefficient was
0.60, 0.86 (P <0.01). Conclusion Treatment with n — CPAP can improve symptoms on nocturnal polyuria in patients with obstructive

sleep apnea hypopnea syndrome. The mechanism probably relates to the reduction of plasma level of ANP, but the relationship with renin —

angiotensin system is not obvious.

Key words Obstructive sleep apnea — hypopnea syndrome; Nocturnal Polyuria; Nasal continuous positive airway pressure

TR IR 1 22 S B ZE M B AR IO IR BT 45 41K 38 R 27 A AIE
(OSAHS) (835 (1 DWLAE IR , [E 2P BE kL i 75, OSAHS &
HR LRI R LR IR 1. T% . AT B GE
FRSLIEH# S (n - CPAP) J2R 97 OSAHS () £ & F
B, BTG 8 5 THUB 452 . K il IR 5%
OV FE 52 n — CPAP 73597 OSAHS 4 314 7% 1] £ R
ST TR RO YT, AT DL Rk R S R IR AN
BRI (HERT n - CPAP JA3J7 OSAHS B H W IR
4 Z2 AL 5 AN BH A 6T B PR 04 52 AR FE i A AR
i, AR E W Z DT n - CPAP X OSAHS 7%
(8] 2 PR B35 RAS ZR 48 J i3 0 5 Rl &R Ik (ANP) 1 5%
W), Ayl PR VA 7 $ A B AR 40

"R EHE

LoXF 4 BT % 4 35 0k 1 WiV S BiE 2010 4F 12 ] ~ 2012
1 AT EBE VR TR 4 2 SR IR B (PSG) M5 K id
S 24h RSN T E OSAHS & I [0 £ IR i 3% 27 #l,
Horh Btk 24 B, Lot 3 B, 4RI 33 ~79 I AE I 56.67 +
13.67 % R EH5H(BMI)28.57 +2.99ke/m* . HERR 5 7 i
T A ) s TS R B R AR A AR 18 M R R
COPD % 0] 5| 2 12 P e S0 1 H At PP I 3R 48 92 08, JAL k5 1
JE DR O T BE R 4 S0 A B, & 1B ONER B R
T B B LA E S I IR AR R , A R TR R
T gRE K JVE T 97, T 9 0 S T R T R AR BRI 22 Y 0 o

2. OSAHS & 8] 2 PR 1912 Wi« A 2R 35 3 2 W VT 5 B
NI B} B IR % PSG (AliceS 36 [ f5 B2 w] ) Wi WU, £F & OSAHS
FE SC(Th [ B A P 08 8T 452 /1% <R &2 & 1 30 ik LA I8 AHI
=5 W//NBE, 38 H OAHI > 15 ~ 30 W//h i 3 ) AHT > 30
U/ /NI Ay ) L O R A S ) SR B &
PR 12 Wi AR F [ R DR 42 T 6 2R 1) s v 000 DR 2 AR AT, 78 1)
Z PR 7T LA TR B 35 31 R 3 IR U PR B 3 & I)OR Y 2
SR AR G A 24h JREER 20% (FAEN) (20% ~33% (f
)M 33% (BEN) . a3 )0 53R WAL, LUGE F 15
BLTF AR R AR J5 R R =3 RIS £ .

3UBRGE Tk R P B R A I 1 20030 2 MR IR W =,
21:00 F-4f PSG Wl , Wl > 7h, i€ 21:00 |k H /= 7:00
G DRV, AR G I ek DR e B PR KB, K H R 7200 BiM; A8 IE

.48 -

L Bk i 15ml 4k il 5 R4 A EDTA B, 2+ - 20°C
VRAE PRAE o SR FBCST #9835 10 A2 1l 3.0 o A & K (ANP) |
R (PRA) (LB RIKE I (Ang I ) (B [E ) (ALD) By K F,
7 & b 5URE E AR A B R A BR A m R, T AR A
T 42 FR R ) G B A3 4R AR, A2 0 W A A 1k R ROK IR
25 Rl R AT PR A o KA A KR E R R R AT R AR R
i R M 0% UL REMstar Auto 2 B XL IEEE S (n -
CPAP) &Y 1 JA &K Th, K J17KF A ShifE FEl R 6 ~ 14emH, 0, 3R
I YRR E IS g NS = S5IRYT R R . RYT 18R E
PRVBR T R F ANP PRA Ang T ALD , b5 I R 82 HI 22 [ A7 .

4. 7t 2% J7 1 2R HI SPSS 18.0 %k B A4 #EAT S8 1 2 43
M, BT A6 B 35 A SS B = Amif 22 (= 5) R IRIT TG Tl — 45
B B R B X ¢ A 06, DA KA O B R A T R R O
PhP<0.05 2R, P<0.01 HlEF BEMER

& R

1. n — CPAP 387 1l I £ 38 — 1 00 S A DR A IR
LA X AL AT 1 A n - CPAP J5Y7 IRIT T
Jo AT S L BMI 3 A A8 Ak, 40 Oy 41,90 +
2.81cm . 104. 59 +10.22cm ,28. 57 = 2. 99kg/m20 w

PR BRI B LA W3 1
#1 n-CPAPBITHIIE BE B RIEW L B

Eik]] n TR At (ml) BEIRIEL (/B
AT R 27 913.30 £94.33 3.63 £0.69
WY A 27 631.67 =180.07 1.85£0.77

! 7.015 13.235
P <0.01 <0.01

2.n - CPAP IR Y7 HiTJi (R 098 47 4 1 ANP PRA |
Ang [l (ALD By HLAE: R ILE 2,

#x2 n-CPAP BFHIEHRAATAET
ANP . PRA Ang Il \ALD bt %
Angll PRA ANP ALD
(pg/ml)  [(ng/(mlh)] (ng/ml)  (ng/ml)
TAFFRT 27 75.81+62.73 2.34+2.03 0.19+0.11 0.13£0.04
WAITIE 27 86.23£86.59 2.24+2.04 0.14+0.05 0.12+0.04
‘ 0.550 0.200 2.340 0.720
P 0.587 0.843 0.027 0.478

il n




BEAEprseeil 201341 A 4248 410

3.n - CPAP J&¥7 J5 ANP 7K F-BEARAG 5 7% bR JE IR
AR 22 [ O R 227 B B E HEAT n - CPAP 3R YT )5 Il
S ANP K FFEAGAE 0. 07 +1.30ng/ml, 5 7% 8] R & %
G {E 281.63 +£208.62ml M7 R D% 1.78 £0.70
W/ AR Spearman 8 3¢ 53 #1, 45 R ANP JK - [&
RCAEL 5 13 [1) B 2 88 ARG AR 43 Dl 20 YR B0 52 TE A o6
F BB 0.60.0.86,P 1 <0.01,

5 I

OSAHS % i T BEMROR 25 F S & HY B0 0 47 43
AT (B8 IRIE A, 51 R AR 4RI AE | 5 filk 2 I AE 1 B AR 25
AL, AT ALK &t — 2 50 B AR B s b R
PR} Z2 25 LB AR, AN A STt HGE 7R T B
o A5 TR B 2 R 1Y 5 52% | T 7E 4 BE ) OSAHS
mEDPHIRME L E S 5T. 2%, eh EERED L
64.3% ,FEH B H T 76. 9% . FATH B L &
B OSAHS % R 1 2 8 F IR BRI R 12 5
AHT 085 B0 IE M. H AT X OSAHS JiF B
PR3 Z2 AL G AN T 2 B N Ah 2 Al - OSAHS &
— AN SR I T 9 TR AR AR O SR I R 5%
SR, AT LABOE LA A 540, ph O 2 B A TN
TS Ay WA TT RE S OSAHS FIF 80 JR 18 £ i T A
n — CPAP/Z OSAHS W R 97 F B, By 8 .
HAA T 9 3 BEHL A 25 08 1F TR 6 35 1 1 B T
12 s B e SN TE S A N SN RGE 7/ il
TH I B FNBH 2 14 & A, R s I 8w R 0T 4R ) ARk
P, OSAHS M2 I Bl n — CPAP YA J7 J5 7] LA B 3% %
0% AHT F1 T 57 5 A i G000 B2 o0 38 AR 35 B9 e IR 45
R AR A e . AW SE, 4 F b OSAHS
JE IR 2 8 (X T 5 B A9 OSAHS i % H 55 I
JE A Rib 45 Ak B AN TG IR HLIG YY) #E4T n - CPAP 3R
IT 5, & B PR A R PR R BA W 0 A e 3% . [ A
AWFFEUESE W H n - CPAP JRY7 &, 52 R E AR B I e
6, W] OSAHS 57 FR3 2 W AR & 3 5 F AT F
FER—3,

ANP T i B P 10 87 5% s 25 0 8 0 o, HL o
WA NS OSAHS Fr 8o i) & JR % N &, i H. 454
n — CPAP IR YT J5 , B 1 JRRE IR 0 08 i I, K
ST B R OSAHS fE & R3S £ B4 K ANP K
LA e B 4L W) S Tk, ELBE AHT sk
EHWIT R, 7E OSAHS R [H £ )R B H 1R N, ANP
2x T B R R T SR ) £ R AR R OE A
S KR £ 55 OSAHS #3413 ANP K 3F 5 IF 4
U T OSAHS H % B HS I H 300 % 27 45, 5 30

it I P 0 H B 38 0 T e A A ik D0 ot 2 3
E— 25 A5 A7 0 5 A A 0 25 0 1ML 85 H5E 89 0 R I T
B o B A0 D B O ) A VR 7 S —
RER (G S S E ANP 5.0 B B Ok . A BT
T TE R IA) Sz A I W % 452 0, B T N 0 O 3 T ok
-80cmH, 0, 3 H. 25 1 WP W 38 1F [ 38 < (PAP) A7 5
AJ LAY B IE % K F, FH n - CPAP 3677 Al LA % 0S-
AHS FF KR, TT LAV 55 J J o 0 T B B s TR
B, A AR n — CPAP ] L 21 IF 97 6] i 48 1 5, By 1
S 1 T ok ot A P A ok e DR 26 T LA I I 0 o
PelE] ANP Zp it S A WESE & B, fE OSAHS & i
Fo R R Feh e A K R T - 1 A 2 R R R AT
PR -4 A% 22 200 i PR - e 0 0 ANP f9 484 o, 4 i 983 R
BUIR 52 400 o 46 2 B e ds TR 7 3R 58  JF R TR A 4
B2 AR 1015 5 1 18, BELAE R 0% 22100 2 W 15 1, B B
20 L ANP 43 353" A B 5E LA ) £ R KR K
Huly, #E n - CPAP YR Y7 R b R Wk 8 1% IR
B ) ANP K ER A, B n - CPAP 3R J7 X1
IR 22 SRR A B S 007 2%, T EL R PR R 0 9 R Uk Bk
i3 1 5 ANP K F B AR S A AR, 428
n — CPAP XJ ¢ [l 2 FR 4 4K (4934 97 1 1 -5 16 JE 4 1)
ANP KA X% . ABFFCIEW], ffi ] n - CPAP 3477 7]
LA (5 [ AR OSAHS £F ¢ 18] 22 SR H 25 1K 4 19 ANP K
-, T L3 15 R PR PR TR B R A 22 1E
R, T 49 n - CPAP ZEfi OSAHS 97 [A] £ SR Al 4R 2 44t
G R, OATHIESE ANP 5% 43 WA fF OSAHS B
] 22 J vk B FE EAR A

B2 L ek I L [ R E AR P 6 R W B
AT EEIEM . BF5E &I OSAHS B4 K
PO BRI AS S 28 I LR I 5 D 4 A S A A
AR A I AT 8 0L FILCJUE S A (9 OSAHS 7 JR ) 2
F b ELAE n - CPAP 387 Tl LU 2 A9 AR
(BRI R {7 N 1 S < | DA | DI e = NN
OSAHS [T 15 % 1 A B 55 (B %) I8 4 JF 9 A5
WY 2200, B 25 7 8% n — CPAP @Y7 J5 HIRIT AT
HBA W RAX G, X SRATA KBS R 4
T OSAHS FE30 R £ 8% n - CPAP 36T, BURAiE AR
A W TR R A S S I I ) ek
S KA GE it 7 X TR B IS PR ANP AT L)
P AR P X 26 3 R Y B BUR A3 W, A B 5T & B OS-
AHS fER R £ B F A A ANP 5% 43 0 7T LABE %
IR M B3, T 4% n — CPAP Y47 T i 48 , 9 it ANP
T il 5 W A PR T3 638 2R A 4 0 T £k HL A R R P A

. 49 .



e B

J Med Res,Jan 2013 ,Vol. 42 No. 1

'HQZ: EU%E o 5 Yaggi HK, Strohl KP. Adult obstructive sleep apnea/hypopnea syn-
Z'K{I}F%ﬁﬁﬁj\*ﬁ OSAHS 'ﬂﬁwﬁéi g =2 % CPAP drome : definitions, risk factors, and pathogenesis [ J]. Clin Chest
= (N
. . . Med, 2010, 31(2) :179 - 186
YT HIG HLIK N ANP PRA (Angll (ALD )42 fk , JiE 5K A , st .
e ) 6 HER BOLBR, BB, . OSAHS 0 I % RO RS 1],
T ANP E/‘Jj“f‘ T?J )}‘/M‘m‘ HBIE OSAHS Fﬁﬁ&ﬁéi g E/:J m»ﬂ:%m@iﬁ',zo]l ,16(5) :317 —318,344
JE [i] Z— s ‘tﬁﬁﬁﬁ%ﬁ'ﬁiﬁiﬂﬂ fiffe Emﬁﬁﬁﬁ\ﬁ&%ﬁ 7  Permut I, Diaz — Abad M, Chatila W, et al. Comparison of positional
?ﬁ OSAHS £ %‘ m JR % Y HE B R ,n — CPAP X therapy to CPAP in patients with positional obstructive sleep apnea
OSAHS ﬁﬁﬁ(i g % ‘ZZII_I\ ﬁ/ﬁ;}gﬁ —‘:;]‘ :H:Xd. ANP E(:] E&% [J]. Journal of Clinical Sleep Medicine, 2010,6(3) :238 —243
. Wt 2 8 8 R, TR HOLER. P I R o A0 LA i
0 5 B (L0 % B0 CPAP 3497 4 OSAHS {3 LR BOU IR R A
‘ ot 6 1 5 B LI 0 AP, LT B, 2006,28
W2 S0 A REN AT ALD ] 3500 B it s o
EU% REN \AT \ALD Yj_i‘ OSAHS Fﬁ E&@‘Z }i’(i‘ g HL%U EF‘ ﬁ 9  Umlauf MG, Chasens ER, Greevy RA et al. Obstructive sleep apnea,
Eﬁ ﬁﬁfm o % ﬁ[\& ﬁ Eﬂ:g‘i ik i TQ‘ I‘Iﬂ BifE HR 1% 'jllé @E W\%& nocturia and polyuria in older adults[ J]. SLEEP, 2004,27(1) :139
3 3 OSAHS M8 % B0 IR 4 2 10 | %R, n - o
i T B EN o
JEIN o JHK T (25 AL Bl R 78 [T ). WiiLBE %, 2011,33(1):21 =22,
I .
R 11 Margel D, Shochat T, Getzler O, et al. Continuous positive airway
1 Guilleminault C, Lin CM, Gongalves MA, et al. A prospective study pressure reduces nocturia in patients with obstructive sleep apneal J].
of nocturia and the quality of life of elderly patients with obstructive Urology, 2006, 67:974 -977
sleep apnea or sleep onsel insomnia [ J]. ] Psychosom Res, 2004 , 56 12 Grup PH, Sadauskiene L, Wessels J, et al. Increased nocturnal sodi-
(5):511 =515 um excretion in obstructive sleep apnea:relation to nocturnal change in
2 Fitsgerald MP, Mulligan M, Parthasarathy S. Nocturic frequency is diastolic blood pressure [ J]. Scand J Clin Lab Invest, 2008, 68 (1) .
related to severity of obstructive sleep apnea, improves with continuous 1-21
13 Wang HL,Wang Y,Zhang Y, et al. Changes in plasma angiotensin Il

positive airways treatment[ J]. Am J Obstet Gynecol, 2006 ,194 ;1399
-1403

30 ESEST. BH S R R TR 5 L A AR SRR R RIT LT AR
E2g i, 2007, 31(4) :325 -326

4 AR SR SN IR 2 S W N O O A A . L S B R O I
FEEARE TGS 2R IE# (2011 4RI M) [T]. AR gs M
I 27,2012 ,35(1) .9 — 12

and circadian rhythm of blood pressure in hypertensive patients with
sleep apnea syndrome before and after treatment[ J]. Chin Med Sci J,
2011, 26(1):9 - 13
(¥R B #1:2012 05 - 13)
(18 H 1 :2012 - 05 -29)

e BRBEREFEMNEDNRERENEINEE

o B B OWAE¥W OB M B &

M E BN BEvMEEMS BN REEIMEYE, ik SRR AR, IR AL ST  Fontana 95 4R 4t € 3 R RIS 41
— BA[ B W ( AB) Y 3K A5 I A 22 0 e 0 0k YL 458 4k 1 A 0 8 78 (10 A o 12 0 I B 0 97 U 28 A S A S M BT I T 2 B ST AR LT AR Y
R SR A PR B P AR AN R W B A . B R RISRLT - B AR (AB) Ye VI B 20 TR B AW e 0k 200 TR AN R IR AT (8, D A1 B A R
21 T B U G ; Fontana §F 4R Y (076 40 T4 41 i S 2 20 €0 AR D TR 05 €0, T S AR 0 s R PR BE T A W I AN T 2 AR, R
Bl BRCIR 0 B % Xt 6, TR ) AFH B O SR R B 2 M o 598 A B P R T A A 3% 5 o ST A W IS A O 9k 16 i B AT L 4

BT H < WL A BE 2 TUAE R AT ST A A BB I H (2006 A021 ) 5 Wi VL B8 2 i 45 % ) 24 REAF 7T k4 %% By B H (2005XZ09)

PEF B4 310053 BTN, WiV B 2 i S5 L BL 22 K (DL A Dk 77 ) 5310058 LM, i VT R 2% B2 2 B (1 /R 15 4% ) 5325000
fiil) ;311300 BUM, Wi VT AR BROK 2 el B2 A8 B R (V537 )

WIREE &, 8 T (548 < fengl@ zju. edu. cn

M = A B (R

- 50 -



	YXYJ1301 47.pdf
	YXYJ1301 48.pdf
	YXYJ1301 49.pdf
	YXYJ1301 50.pdf

