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THE RELATIONSHIP OF URINARY CATECHOLAMINES EXCRETION TO AMBU-
LATORY BLOOD PRESSURE IN HYPERTENSIVE TYPE 2 DIABETIC PATIENTS

Xiao Haipeng Liao Ying Shan Jichuan Yu Binjie

(Research Unit of Endocrinology, First Affiliated Hospital Sun Yat-sen University of Medical Sciences Guangzhou, 510080)

Abstract Objective: To study the relationship of urinary catecholamines excretion to ambulatory blood pressure
in type 2 diabetic patients. Methods: Day time and nighttime urinary catecholamines [ c(UCA)] including nore-
pinephrine(NE), epinephrine (E) and dopamine (DA ) were determined by HPLC-ECD in 30 hypertensive (HDM
groupand 25 normotensive diabetic (NDM group) subjects. 24 h ambulatory blood pressure (ABP) profiles were
recorded on the same day w hile urine samples were collected. Results: Daytime NE and E, nighttime NE and E,
24 h NE and E in HDM group did not differ from NDM group. Similar results were obtained between subjects
with paradoxical blood pressure thythm ( n =10) and the remaining patients ( n = 43). Canonical analysis
showed no significant correlation between variables of UCA and indexes of 24 h ABP setting. However, urinary
albumin excretion rate (7 ) was significantly increased in HDM group than in NDM group. Uagrw as also in-
creased in subjects with paradoxical blood pressure rhy thm compared with the remaining patients. Another find-
ing of this study showed that daytime DA and 24 h DA were significantly lower in HDM group than in NDM
group . Linear correlation analysis showed that daytime, nighttime and 24 h DA were obviously correlated with
Fue in all participants. Conclusions: Sy mpathoadrenomedullary systems seem to have little significant contribu-
tion to the pathogenesis of diabetic hypertension and dysregulation of circadian rhythm of blood pressure. Dia-
betic nephropathy might play an important role. Decreased peripheral DA might be involved in the genesis of dia-
betic hy pertension and diabetic nephropathy .

Subject headings diabetic mellitus, nominsulin dependent/ metabolism; catecholamines/ metabolism;

blood pressure; albuminuria/ metabolism

D



50

(Acad JSUMS), 1998, 19(1)

(1=3 . Peters[ 4 . 1
. 2
(UCA) (ABP) .
2 2
UCA , 24 h ABP,
1 MNZEAemk
1.1
2
(DM) 1985 WHO
, 1978  WHO [ =
21. 3/12.7 kPa(160/95mmHg)] .
2 O (NDM )25
, 10 , 15 , 4~75 +
(57.724+8.32) . @ (HDM
)30 . 13, 17 . 42 ~80
+ (61.434+7.59)
.2
(BMD.DM (DMC).

6: 00 s 10: 00
1.2

1.2.1 24 h ABP %) 8:00 ~9:00
(A ccutracker II,
Stech ), 24 h ABP
8:00 10: 00 1, 1000
8:00 1
80% .
1.2.2 UCA @M% ABP 2
(6:00~18; 00, 18;: 00 ~ 6: 00) )
. 5 mL,
- (HPLC-ECD) !
[ c(CUCA)], (NE),
(E), (DA). NE.E.DA

2.46%.5.06% 4.24%,
5.49%.7.19% 5.04%.
1.2.3 & &G HHE (rp) Z4E RN 2
(22:00~6:00) 8 h,
(RIA) (

3V )’ ruﬂ€7
2.52% 4.60%.
1.3
1.3.1 ##EHLE 24 h p (24 h
MSP) p(4 h MDP), p
(dMSP) p (dMDP). p
(nM SP) p (nMDP) ACCU-
TRACKER 1I
(ASgp) (ADgp)
A, p(dMSP)— p (aMSP) 0
Sgp p(dMSP) X 100%
A ):D(dMDP)—D(nDP) 0
D p (dMDP) X 100%
1.3.2 &Lt 4 SPSS For Windows 6.0
X s ,
( ) . 2
!
t t .
UCA ABP
, logistic
2 # R
2.1 NDM HDM ABP

1. DHDM 24 h.
NDM (P<<0.01).

@2 (ASBP  ADBP <<
10%., ABP>10%), 2
2.2 DNM HDM UCA
2:.D2 NE EGNE.dE).
NE EGNE.nE).24h NE E
(TNE.TE) . @QHDM 24 h
DA (I(DA  TDA) NDM (P<
0.01 P<C0.05), DA (nDA)2
2.3 UCA
NDM  HDM 2
. UCA
. 2

ASer<0% ADr<0%)10
(ASgp  ADp=0%)43 (2
). 2 UCA, 3



, ~ 24 h NE.E.DA2 .

1 NDM HDM (CABP)
Table I ~ Comparisons of ABP profiles betw een NDM and HDM group [ pv/kPa, ASgpor ADgy (%4)]

NDM HDM
(n=25) (n =30 P
p(24 h MSP) 15.5141.52 18.49+-1. 87 0.0001
p(24 h MDP) 9.4340.80 10.52+1. 19 0. 0003
p(dMSP) 15.72+1.47 18.5642. 00 0. 0001
p(dMDP) 9.4040.78 10.68 1. 16 0. 0001
p(nMSP) 14.91+1.87 17.92+2. 54 0. 0001
p(nMDP) 8.93+0. 83 10.02+1. 46 0.0011
ASgp 4. 69(—38.53~15. 04) 2.90(— 53.50~ 30. 43) 0.4777
ADgp 5.60(—5.56~14. 7D 6.44(—11.39~25.7D 0.7352
2 NDM HDM (ucA)

Table 2 Comparisons of diurnal UCA between NDM and HDM group [ ¢(UCA)/#mol*L "

NDM HDM P
(n=25) (n =30
12h dNE 0.25+0. 19 0. 180. 13 0. 1146
dE 0.19=+0. 11 0. 18 0. 17 0. 8002
dDA 0.9840. 39 0. 6510. 37 0.0018
nNE 0.19+0. 15 0. 15+0. 09 0.2397
nk 0.17=*0. 16 0. 17 0. 12 0.9916
nDA 0.92+0. 39 0. 87 0. 42 0. 6542
24h TNE 0.44+0. 33 0.3340. 17 0.1351
TE 0.3610. 25 0.3540. 24 0.8916
TDA 1.90+0. 70 1. 52+0. 67 0.0432
3 UCA

Table 3 Comparisons of UCA between patients with or without paradoxical blood pressure rhy thm [ «(UCA)/#mol° L "

parado xical non-paradox ical P
(n=10 (n=43)
12h dNE 0.1320.06 0.22+0. 17 0.088
dE 0.2040.19 0.1840.13 0.629
dDA 0.67£0.29 0.84+0.43 0.256
nNE 0.14=£0.10 2.46+1.05 0.426
nk 0.1440.12 0.17+£0.15 0.517
nDA 0.76+0.35 0.9340.41 0.232
2.4 NDM HDM te/min(1.22 ~ 153.34 Hg/min)  19. 31 Hg/min
F e (0. 5~29. 13 #g/min), P<C0.001].
NDM HDM 2 , HDM s

7 vae NDM [ 7 vae 34. 05 ¥ uae [ Vuae 35.20 f"Lg/
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