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Abstract; Objective To investigate the clinical characteristics of different subtypes of type 1 diabetes mellitus
(T1DM) patients and to analyze the risk of macrovascular diseases in different subtypes of TIDM patients. Methods
The clinical data among 79 TIDM patients who treated in the Endocrinology Department of Beijing Puren Hospital
from March 2002 to July 2021 were retrospectively analyzed. There were 21 patients with idiopathic TIDM and 58
patients with autoimmune T1DM. Excluding 14 patients because of data missing, 65 patients were divided into mac-
rovascular disease group (n=13) and non-macrovascular disease group (n=52). Results 1) Patients with idio-
pathic T1DM manifested a longer diabetic course,a higher high density lipoprotein cholesterol (HDL-c ) level, a low-
er body mass index( BMI) , hemoglobin Alc( HbAlc) and fasting C peptide ( FC-P)level. 2) Compared with the
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group non-macrovascular disease, the macrovascular disease group was elder with higher prevalence of idiopathic
TIDM and lower estimated glomerular filtration rate(eGFR) level and incidence of diabetic ketoacidosis( DKA) at
the beginning of disease. 3) Macrovascular lesions were positively correlated with age (r=0.432) and diabetic
course (r=0.245) (P<0.05), were negatively correlated with eGFR(r=-0.392) , positive islet autoantibody (r=
-0.268) and DKA incidence at the beginning of disease (r=-0.313) (P<0.05). 4) Multivariate regression
analysis showed that negative auto-antibody finding was a risk factor for macrovascular disease (OR=0.03, 95%

CI:0.001-0. 858, P<0.05) after age, diabetic course, BMI, eGFR, HDL-c and incidence of DKA at onset were

adjusted. Conclusions

with autoimmune T1DM.

Patients with idiopathic TIDM show a higher risk of macrovascular disease risk than those
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BB IR T R (P<0.01), 1M eGFR 7K
I DKA KA R HEAK(P<0.05) . P AP |
Jjif:  BMI, SCr., SUA . ALT . TC . TG , LDL-c , HDL-c
FC-P HbAlc FBG YR,

SIS R B, AR /N T 57 1) TIDM B3
KM G 28 20 h F B e e Pk TIDM LI T Tt
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Table 1 Comparison of general clinical features in patients with different subtypes of T1DM

characteristics idiopathic TIDM group(n=21) autoimmune T1DM group(n=58) t/z/X* Py
BMI/ (kg/m?) (F+s) 21.48%3.17 23.60+3. 85 2.26 0.027*
duration of diabetes/year[ M(Q,,0Q;) ] 14.00(5. 25,24. 50) 8.00(1.00,18.25) 2.03 0.042"
HDL-C/(mmol/L) [ M(Q,,Q53) ] 1.64(1.47,2.07) 1.37(1.08,1.56) 2.20 0.028
FC-P/(ng/mL) [M(Q,,05) ] 0.05(0.01,0.24) 0.35(0.08,0.78) 2.63 0.008 *
HbAle/%[M(Q,,05) ] 8.95(7.73,10.13) 10.20(8.45,12.38) -3.30 0.001*

BMI. body mass index; HDL-c. high density lipoprotein cholesterol ; FC-P. fasting C peptide ; HbAlec. hemoglobin Ale; "P<0. 05 compared with idiopathic

TIDM group.
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Table 2 Comparison of clinical characteristics between non-macrovascular disease group and macrovascular

disease group of T1IDM

non-macrovascular disease

macrovascular disease

characteristics group(n=13) group(n=52) 1/ 2% P
age/year[ M(Q;,Q53) ] 36.00(25.00,52.00) 59.00(52.00,64.00) -3.46 0.001 *
autoimmune T1DM

age<57 years(n,%) 10(90.9) 14(56.0) 4.19 0.041"
eGFR[ mL/(min + 1.73 m*) ] (x%s) 116. 61+14. 32 98. 11+21.58 2.92 0.005*
incidence of DKA at beginning of disease(n,% ) 8(61.5) 13(25.0) 6.35 0.012"

eGFR. estimated glomerular filtration rate ; DKA. diabetic ketoacidosis; "P<0. 05 compared with non-macrovascular disease group.

2.2.2  RINAENEAE 5w RAE PR AR DA 23 - Kl
BRAE SAERA (r=0. 432, P<0.01) e (r=0.245,
P<0.05) 2 1FAME, 5 eGFR(r=-0.392,P<0.01) .
FRIT DKA KA (r=-0.313,P<0.05) £ A%,
PE—AG IEAE R AT BMI Ji, RIMAEE A SRS A &
PUARIPER AR (r=-0.268,P<0.05) (% 3) .

&3 TIDM AMERETSEFEZESHE TRE
KMENHEXESTER
Table 3 Correlation analysis of macrovascular disease with
islet autoantibody and laboratory tests in T1IDM

variable r value P value
age 0.432 0.000 *
BMI 0.074 0.559
duration of diabetes 0.245 0.049"
islet autoantibody® -0.268 0.034"
eGFR -0.392 0.001*
TC 0. 002 0.987
TG -0.024 0. 852
LDL-c -0.118 0. 350
HDL-c¢ 0. 005 0.559
FC-P 0.173 0. 167
HbAlc -0. 085 0. 500
incidence of DKA at beginning of disease ~ —0.313 0.011"

BMI. body mass index; HbAlc. hemoglobin Alc; FC-P. fasting C peptide;
eGFR . estimated glomerular filtration rate; TC.total  cholesterol ;
TG. triglycerides ; LDL-c. low density lipoprotein cholesterol ; HDL-c. high den-
sity lipoprotein cholesterol ; DKA. diabetic ketoacidosis; “P<0.05;" after ad-
justing for age and BMI, positive autoantibody was defined as the presence of

at least one positive antibody in GAD-Ab and ICA during the interview.

2.2.3 Rl AR fa e R 2 B R Mo B . LK I
A AR R, TIDM A B HiiR 2 & HE R A A8
AT Logistic BIE43AT, 7E AL IE AR5 A2 BMI,

eGFR 2T DKA &4 % HDL-c RN E 5,
H B B M2 K AR K 45 95 48 1 FE 5 L & (OR
{8 0.03,95% CI }3 0.001-0. 858, P<0.05) , $Z/~4F
A TIDM S A R I AE 9o 728 14 XU 58 1 B e Pk
TIDM ¥4m(£ 4) ,

&4 TIDM AREITEEIX K MEHEFME Logistic
B33 #r R
Table 4 Logistic regression analysis for the influence of
different subtypes on macrovascular disease

Wald X?
model B value OR(95% CI) P value
value
1 -1.67 2.39 0.19(0.022,1.567) 0.122
2 -2.84 3.90 0.06(0.003,0.977) 0. 048
3 -3.57 4.20 0.03(0.001,0. 858) 0. 041

Model 1. the independent variable was whether the islet autoantibody was pos-
itive (negative antibody was defined as 0, and positive antibody was defined
as 1) ; model 2. adjusted for age, duration of diabetes, incidence of DKA at
beginning of disease, BMI, HDL-c; model 3. adjusted for age, duration of
disease, incidence of DKA at beginning of disease, BMI, HDL-c, eGFR.

3 i

ARFFEERT T TIDM AN R A 5 % A K i A
AR e 2R, R IR & PE TIDM & A= K i 45 5 722 1 X
B A B etk TIDM B 38,

AT AR T EHK R TIDM (8 I KRR
T T 25 B R RE L B, S5 A B Rtk TIDM A
Fo B & v TIDM 235 Z U5 BMI B 4%, HDL-c ff
LSRRGSR, AR TIDM Y = EAE
W DRI B 5 | A ) PREEAE | AR ST K B, Ko
T2 TIDM FE T/ EZ R K5 T2DM 214U, 78 &
CVD'** 8 | DCCT/EDIC F 5% 7~ , 4F i F1 HbAlc
s&= TIDM i35 CVD EAREZA R KR, 5 &
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