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Clinical data analysis of diabetic patients based on a new international classification”

JIN Jie?? , WANG Hailong. ( Dept. of Endocrinology, the First Hospital of Ninghai County,
Ninghai 315600, China)

Abstract Objective; To compare the different clinical characteristics of various subtypes of diabetes
mellitus (DM) in Chinese patients based on the new international classification. Methods; A total of 831
DM patients were selected. The subtypes were classified by cluster analysis and the clinical characteristics
were compared between patients. Results; The patients were divided into five subtypes: type 1 (SAID),
with early onset, low BMI, insulin deficiency, poor metabolic control and GADA positive; type 2
(SIDD) , whose clinical manifestations were similar to type 1, but with GADA negative; type 3 (SIRD) ,
with severe insulin resistance and high BMI; type 4 (MOD), with high BMI, but no obvious insulin
resistance; type 5 ( MARD) developed in the seniors with only mild metabolic disturbance. Univariate
analysis showed that there existed differences in the clinical data of the five subtypes of diabetic patients.
And multivariate Logistic regression analysis indicated that compared with MARD type, SAID type had
lower levels of eGFR; male patients were more common in SIDD type, and with higher levels of eGFR;
female patients were more common in SIRD type; more male patients were found in MOD type, but with

even lower levels of creatinine and eGFR. Conclusion: The new international classification of diabetes is
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also applicable to Chinese diabetic patients, with different clinical characteristics in patients with different

subtypes of diabetes.

Keywords : diabetes mellitus; cluster analysis; precise classification
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TR LK 1,

R HARANBEELER (xs)

AR h BRI B (n=831)
FR (%) 52.9+14.2
M (F 2, %) 63.2/36.8
W RIGI AR (2) 51.7+14.1
R (kg) 69.1+12.8
JEFl (em) 94.0+9.5
BMI(kg/ni) 25.3%3.6
Wi 4ii FE ( mmHg) 134.9+19.9
£75KHE (mmHg) 81.5+12.8
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B[] n(%) AF iy BMI HbA,, HOMA2-B  HOMA2-IR GADA
1% (SAID) 26(3.13%) 55.8+13.1 25.3+3.6 11.0+2.2 28.5+34.0 1.4+0.8 +
2 %1 (SIDD) 318(38.3%)  54.5+12.7 23.3+2.5 12.6+1.6 12.6+6.7 1.1+0.5 -
3% (SIRD) 71(8.54%) 53.0+15.0 28.6+3.3 8.8+1.9 67.9+30.1 3.6+1.2 -
4% (MOD) 242(29.1%)  41.0£10.5 28.0£3.1 10.8+1.5 23.2+12.0 1.8+0.8 -
5% (MARD)  174(20.9%)  60.5:11.4 24.222.7 8.8x1.6 34.9:17.4 1.3:0.6 -
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17 27 37 47 59
= FX P
(SAID) (SIDD) (SIRD) (MOD) (MARD)
(B, %) 34.6 65.4 45.1 78.9 48.9 60.960 <0.05
SBP ( mmHg) 133.8+19.7 130.1£17.1 131.3£19.4 138.2+20.4 138.3+21.0 7.6992 <0.05
DBP ( mmHg) 78.9£14.9 82.3+12.2 81.2+12.4 79.4+12.8 83.4+13.2 3.4188 <0.05
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2 Fl ( cm) 95.9+7.5 92.0+8.6 93.0+10.1 95.1+10.4 95.128.7 4.5722 <0.05
S B B ( mmol /1) 4.7+1.1 4.9+1.4 5.2+1.2 4.6x1.2 5.0£1.3 6.3476 <0.05
RS E A (mmol/L)  2.9+0.9 2.92+0.9 3.2+1.1 2.7+0.9 3.01.0 6.0736 <0.05
Hl =88 (mmol/L) 1.620.8 2.9+5.3 2.2+1.7 2.1%1.5 2.7+3.9 2.2371 >0.05
JUUBF ( pomol/LL) 50.1x13.0 60.9+13.9 50.9+16.6 60.8+23.1 57.719.1 8.0725 <0.05
eGFR( ml/min) 99.8+10.2 117.3+17.7  110.6=17.3 99.0+16.5 106.9+18.0 19.8238 <0.05
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e
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23l 1 3.3 3.5 0.3 8.5
_ >0.05 <0.05 <0.05 <0.05
(% .,%)  (Reference) (0.39~27.2) (1.45~8.38) (0.105~0.597) (3.62~19.97)
SBP 1 1.0 1.0 1.0 1.0
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(mmHg) (Reference) (0.952~1.02) (0.966~1.00) (0.969~1.01) (0.993~1.02)
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a1 [ s 1 1.3 0.8 1.4 1.2
e A B >0.05 >0.05 >0.05 >0.05
(mmol/L)  (Reference) (0.525~3.28) (0.500~-1.30) (0.853~2.26) (0.730~1.85)
T 1 0.7 1.0 0.9 0.6
fie SN >0.05 >0.05 >0.05 >0.05
9 (mmol/L) (Reference) (0.191~2.83) (0.613~1.84) (0.503~1.56) (0.325~1.02)
=g 1 0.3 1.0 0.9 0.9
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(pmol/L)  (Reference) (0.837-~1.01) (1.01~1.07) (0.987~1.05) (0.907~0.952)
eGFR 1 0.9 1.1 1.0 0.9
, <0.05 <0.05 >0.05 <0.05
(ml/min)  (Reference) (0.831~1.00) (1.03~1.09) (1.000~1.06) (0.893~0.952)
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IR AEA A PR B 9 1) A= 2R AT 14 T, 2R W g
BEIRST AN J2 1097 3 b T &0 0 S AR 97 ik, It
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R G, ERSIF RO ME R, SIDD B4
L3895 728 XU 37, 24 A AR DR i M L D) S 1 XL
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