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The association of copeptin levels with coronary atherosclerotic lesions in postmenopa -
usal women with impaired glucose tolerance
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[Abstract] Objective: To observe the association of copeptin levels with coronary atherosclerotic lesions in postmenopausal women
with impaired glucose tolerance (IGT). Methods: Eighty postmenopausal women (aged 56-59 y)with the onset of IGT (fasting blood
glucose, i.e. FBG <7.0 mmol/L, 7.8 mmol/L<2-hour postprandial blood glucose, i.e.2hPBG < 11.0 mmol/L) were divided into group A
(copeptin < 5 pmol/L)and group B(copeptin > 20 pmol/L) , according to serum copeptin levels at baseline ,40 cases in each group. The
discrepancy of coronary CTA stenosis scores was analyzed between the two groups at baseline and after 6-month follow-up. Results: D
At baseline, the difference was statistically significant in copeptin levels (P < 0.05) , but not in weight, FBG, 2hPBG, fasting serum
triglyceride (TG) , total serum cholesterol (TC) , serum low - density lipoprotein cholesterol (LDL-C) , mean arterial pressure, serum
creatinine and age between group A and group B (P>0.05). @ After 6 - month therapeutic lifestyle adjustment as well as oral
administration of aspirin (100 mg qd) and rosuvastain (10 mg qd) , copeptin level, coronary CTA stenosis scores, FBG and 2hPBG of
group B was statistically significantly higher, compared with group A, respectively (P < 0.05).Furthermore, some cases developed
diabetes or coronary heart disease (CHD) in group B, while not in group A. Conclusion: On the basis of the influence of the
atherosclerotic risk factors of IGT and postmenopausal female, high plasma copeptin level will further promote the occurrence and
deterioration of coronary atherosclerotic lesions.

[Key words]  copeptin;arginine vasopressin(AVP) ;impaired glucose tolerance (IGT) ; menopause ; female ; coronary atherosclerosis
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FIRK 2 (C-terminal portion of provasopressin, co-
peptin) f& K 24 2 Ifil A Ji Hs 2 (arginine vasopressin,
AVP) YRR, 7EA N 55 AR EE /R I Y
copeptin ¥ AVP 855 FAEASMRAF LI , il R 1
W I I E B LA WA N R AVP B FITE P
AVP/copeptin F Gt 76 M R0 . 2 P 5 bk 25 & 1k
(ACS) M@ PEORBF P POIE . Ak, HNAh
WFFE it — LR T HoK S i 15 20 koS e A A4
KA ARG, 7l ST Brdh s B ACS ] i 2%
s A O AR RIC AR ST AT
G 308 2 0 T AR Y 246 28 0 o e A ) I
copeptin MR 2 K 1ML 3 5 (CTA) e s B8, i
— P EX— AR 3 Z A A

1 X&MAE

1.1 %

W4 2012 45 3 H—2014 4 3 H 76/ 50 £ X 75
R B2 HooR 2 R WE 2516 97 09 W it 2 e A1
(2218 1B < 7.0 mmol/L, 7.8 mmol/L<74& )52 h Ifi
Bl < 11.0 mmol/L) B2 285 L (4% 56~59 %) , Il
JEFHEZR I copeptin 7K, 73 A 44 ( < 5 pmol/L) \B4
(>20 pmol/L) , BELH AW EE 40 1] . HERRBRIE : Ml R
DRI I DA R I 58097 o JTLG S5 25 i o0 M
9 B VEOIHREAN 4 2 RS AEPEE DIREA 4
P ST RERH 2 5 A R s | BE /e
e RN ERIMI S TAR BESUIURZE | FUR R
Wi H B S PR A N I R B AR 24
Yyl B R DU RO Y 4 TR
TR A E X AVP/copeptin RELAT 5 AYIE L -
12 7&*

121 ZExEthd

i Z A R 3k, =SE12h
J& KL 4 L J3 0000 o 2 4 0L AW L 03
T LR A DL 9 R TR P AT af
BB, bR R 5 2 hillE A5 2 h
MR o 55 CEDTA HTEEE AR 3~5 mL I IR LI,
1 h N7E49C .3 000 r/min FZ54F T B0 10 min, Y5
FIR M, BT -80°CUKAR VKR ORAF . N HIFIIRER
(human) ELISA i 77| £ (Phoenix Pharmaceuticals 2y
A, SEED RGN 2K copeptin 7K o

G IR A T Oy M (AR IR IR 3
JEA Az g MRIETE R RAFREIR 842 T AR ) &
1 AR ] ) DC AR (R H- 3 24, 100 mg/d) i &7 (R AbTT
(B raHI 2,10 mg/d)6 A J5 , FRIIE i dahs.

1.2.2 AR CTAKE

K H Phillips 256 HEMR5E CT A HL, 047
AV 7 250 JUE DX o 2 0 T Ak 381 = 3 kO B
] , A RIS 0] ZE IR 2~4 s PEATHETR R , WL EE
0.27 s, ffE 7% 58 5 64 )2%0.625 mm, B JE 120 kV, 4%
LU M 400 mA , 145 )2 0.67 mm, FLEF 250 mmx
250 mm, FEFF 512x512, F bk S 52 550 FH
% Wi VE S 370 1.2~1.5 mL/kg, i 4.5~5.0 mL/s.
WA SO A BUHEA T R BEE T 145 S BBl .
FHAW4.3 T AR, X bR S k8 S R I (VR) |
VR 5 AR 30 DB | e oK %% B 4 52 (MIP) | i ] 4
(CPR) &5 AR 1 EHG HEAT I A 3, 8 7R e bR 3l fik
HAy 3 ik CTA PRAE TR B2 R FH RN o0E i
TPV RSk — e o0k 4 3, BV A2 £ 1 (IM) A2
Hif % 32 (LAD) | Z2 8] i 3¢ (LCX) . A7 7 4R 2 ik
(RCA) (HBUE I ELAR KT 2.5 mm HUEATE KA
I RT3 R A% £ 37 (Diagnal ) 8 HR 8] 57 (Tm) 1154
TEW o X RSN e A8 47 LAic o OS2SR B LA THI
BRI 2 E TR E 0~25%1C 143, > 25% ~
50%1ic 243, >50%~15%1c 4 43, > 75% ~90% it
677, >90%ic 8 77 ; HR LS I AE R EE < 25%1i
043,25%~50%1ic. 143, >50%~15%i2 255, >75%~
90% i 343, >90% it 4 41, B LM LAAM X JL 32 i
B 1 SN AR 22 AR AR BRI P R (R
AEREE R <50% , R ISR e B AN IC 1 R e s an 1
MR AR A s R IB MG AR , 2 A B AL
=50% , WK B A8 BB =50% 1 45 Ak 43 e 4% B4R
SRS 2Z M, BB > 2 50 B R etk 8
ks REREALAE FHM: . A2 32 T i AL B A2 =50% 5 L
A MG B AL PR AE =T5% , B IR B A R AN
Be bR, (A SR i o P A | St e ik R A A
KGR BE LW AT
13 %itsH

Gi 2440 1 F SPSS 13.0 8k {4 5E il . 1E 240 A
THEVOR LB i e 22 (x = 5) Fom , BRI HR R
FHRCA e K35, [T AIG 7 T Bk PO ¢ K 36 o
XFAE TF 24345 1935 5 (CTA Be 2= FR B8 ) 5% b o7 5%
(B e, P a] Fe R H Wilcoxon Bk FITRE 56 o
FIr A Gt 3 R AU RS 55, DL P < 0.05 AR A5
NEI-3'&
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B (P<0.05), MERE 25 @4 M &85 2 h
AR I = A {1 O A O T

SR LR K AR IS SRR AR 25 S e st
FEY(P>0.05,%1),
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Table 1 Comparison of metabolic indexes at baseline and after 6-month follow-up between group A and group B

e A (n=40) B4H (n=40)

Hefathe 2 N s 6
FIRE (pmol/L) 3.71+0.33 3.73+0.34 20.97 + 0.42° 21.02 +0.43
23 5 AR (mmol /L) 5.01+0.22 5.16 + 0.26 5.06 +0.23 6.40 +0.74"
FR G 2 h A (mmol/L) 8.45 +0.30 8.61 +0.29" 8.45+0.14 10.06 + 1.07"
ek CTA AT LR 3 (43) 2(0~5) 2(0~5) 3(0~5) 5.5(3~9)"
Hith =15 (mmol/L) 1.80 + 0.07 1.80 + 0.07 1.82 £ 0.06 1.82 = 0.06
S JIH B (mmol /L) 5.49 +0.13 5.27 +0.13" 5.51+0.13 5.29 +0.13"
AR5 BS 26 A MH [ (mmol /L) 2.31+0.13 2.11 +0.13" 233 +0.13 2.11+0.13°
P25k Hs (mmHg) 88.65 + 1.56 88.65 + 1.56 88.93 + 1.46 88.93 + 1.46
L (pmol/LL) 86.50 = 3.08 86.53 +3.06 87.59 +2.78 87.62 +2.77
R (kg) 55.25 +1.08 55.25 +1.08 55.49 + 1.35 55.44 +1.30
R (%) 57.11 +0.67 57.61 +0.67 57.21 + 0.64 57.71 £ 0.64

S]] 5 A 4 A, P < 0.05 5 5 A2l 3Rk g, P < 0.05,

2.2 BITE LA IEAR IR

283 6 T A A% K 11 AR BT E DU AR BT AR A
64~ AJE, A B A B HTE i e 25 iE 4 i
% RS 2 h IR | IR A [ i v AR %%
PREE H L B b I, 2R B ST E X (P<
0.05) . BALAYTEEK CTA (8745 F2 i Bl e B4k if
e, Z5 A5 E X (P<0.05), 6 )G
15 copeptin 7KV JEIK CTA BB B B4 254
I AU RS 2 hoalBiets b BB & T A4,
LRSI X (P<0.05), B BZA 16151357 LA
PRI 5 B3 % e U, 1T A LA o 1], Sz A 2
HJE B I DR A 25 K | R R DL A
WLPR TR LRI TG g L K BB A 1 0, 76 151 il
Bid AT 1 28 3 A H 3N 6 AT,
A 52 F A= 4k )2 CK .CK-MB \MYO 845, & &
PR AT AT — T A A e LR 2R B KT 19 34,
To NGB HIZAR R .

3o #

Copeptin 5 AVP [A] ¥, Il PR 11 e o S e
P AVP G PEFIZKCE S 2045k , AWrA 5T &
B : AVP/Copeptin RGEFR T FEMRSE 8L W% i | S04
S WK HWE S 45 22 ol BLA= BHUIR B0 rb el i
WA, 7E ACS N IR AT B0 L 5 HOC R % U] : Reich-
lin 257 & 31 ACS F & 11 copeptin 7K - g & T, H.
ST Bt w1 B.O UV L (STEMI) 3 £ copeptin 7K F

WA TIE ST 46 i L UBESE (NSTEMID) ISR E 1Y
OZUR(UA) B . A58 KB 20 IIUAESE
CAMD) BIE % A5 0~4 b 1 copeptin I FHE5 , 7t
TS AT WSS LT 7R S d SR RTiE 20
TRES A RO H I R AR Y . Khan %0 FE
X} 980 {51l AMI S8 5 £ 47724 342 d YR TT e L %
L B AMI BB T 55 48 o0 T 3 0 1 B8 I IR co-
peptin KR B TFE . AMI R 17 copeptin K-
EIRIEAREIEASC

AR SR N A SO — B85 ) B 54K co-
peptin 5 TR B ORI FE BE AL 1) K A R R, S R E B
T ) AN B TR R B 72, 5 BRE R A7 £ 1™
RO DKo 8 S8 T R AT R OG
Dieplinger 55 & B, 7647 PTCA %, PCI J5 i) Hi &
copeptin 7K F-A] B2 _I-F+,IAH AVP RGEAE IR B
Tk RE A A2 T WG o Ede 550K 62 51 7]
BETE O I A2 I AT S 12 sl 5 R O
TRETH AU Z R N PR 75 (SPECT MPS) 5
O U A BRI, H5 3230 20 IEH AT RE sk B
Bkl 3 20, % Bz i g f5 B Af it 1L 2H 17 copeptin
Vi T R N Y Ny L e copeptin ] REA B
TR MPS K A7 1B FH P, B2 15 MPS 2 80 UL
SR AERR TR . RN e A R I 3 SO bk
AR aY A7 FE AR BB 1Y copeptin ZKEH & T 132
12 3978 B, copeptin KAV 5 AR Bl ki 5 Gen-
sini FAM R IEA G,
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SRR | X SERFE R BRI AIE S, 2 rpl
REEA B RIBEFE R D, H 22 D i W i 8 A, 35073 0F
FEAR Z A EAHARE Z A . AT AE R
AR 48 28 5 Ve, i RE P W58 3L 2K copeptin Y
PR AR TEE IR B DK 5 A B A o 728 S AR A T2 L DT
XF K Z AR SC RO — B R . BRI IE
FRARE ML I copeptin 275 (11 il i A+ 73 BT, {HL
LE5 AR 2 [ N AN SCRRAIE L PTIA hy 48 R 22 5000E H fi
e BEHAB N AE 5 pmol/L AP, TR T 20 pmol/L ]
IR RSB ORISR A B L Y LR
copeptin {E7E [l 435X £ 7E 5 pmol/L LA .20 pmol/L
Lo @R A B IEL T copeptin 25 57 i
F PR CT 878 B0 S HAB S Kok A AL AH
KMEAEIRZ BT .22 5% . 61~ & , 7E copeptin 7K
V- JEEK CTA FBe7E R BE AR ) 25 I8 40 I b | 4
J& 2 h SR L, BB R E T A A, 2R A ST
FRSC, BB R BB IR e O R, A 4
A o XN FRAT : RIVEE A WA TR Y e B
PR B TE AT 48 28 ) 10 2o W T 6 D AR 1) 12 6 P
EFERE -, & M3 copeptin /K AR AT fE & i —25
T B 8 BRARAT , (2 A8 T AR Bl Ik ok A At A 78 &
PE CBACHREE # o He—ER LA T RESN - AVE/
copeptin FR 4t A 1L HE O WL e K A VIR 24K,
e kO LA B AR 5 B RLET ZE 20 B 4 5, 5 1R O
JULALJEE (£ 4EAL Fl0 28 A, R0 IR W 4 5 | B2
O JULEH L 5 368 5 380 A1 A Bl bk VIR A2 4 4 feff Holi
2 T B0 B i A 3 0o B U V2 S2 AR 3
O K 73 ) B R WSS O R T 67 A 1 e (B R
—DEEMA R ARZ IR HLH S A 45, AVP/co-
peptin 7 5 N WA RERE (L5515 2 i 0 L Aok 17
SR A HERE B BRI, H AT AS 3 B
A B IR SR i — 2P
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