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Ok HEHR

O E B i 2 BUBERIE (type 2 diabetes mellitus, T2DM ) #8 # 4 %5 B H 4% 75 Bl 9 B ] ( time in range, TIR) i A [l 41
S LATEN B AR RS LR e . 3k Tl 209 (1) T2DM H 3% 0 %0 1647 R T 180 20 A, i P 4 465 38 25 9 1 M ( contin-
uous glucose monitoring, CGM ) £ RIFEM TIR , F IR 1 25 (/WL LE fH (urinary albumin/creatinine ratio, UACR) ¥ 8 4 JR 7K -, 4R §is
£ TIR VIS0 A5, o & 8 H IR (UACR=30me/g) IR RE N, &R RHE TIR KF4 0 TIR<40% .40% <
TIR<70% .70% < TIR<85% M TIR >85% 3t 4 41, 4 41 [ADH# Ak 1M 21 2 1 (glycated hemoglobin, HbAlc) “F- 3 Ifil % ( mean glucose,
MG) i %t 7E H #5782 LB ] (time above range, TAR) ¥4 1l 4% 1% ) % & ( mean amplitude of glycemic excursions, MAGE) | IfiL
?Hﬁﬁ“ 5 R B (coefficient of variation,CV) B TIR BRI (P ¥ <0.05) . fEWFSE ABEA 34 50 #1(23.9% ) i UACR 7%, H

¥ UACR B9 H% R B TIR 0982 2 W FH & (P <0.05) , i £ N &K Logistic FIIAK IE T ARG, 5 TIR<40% 4 lL &, % &

UACR RS 7E 40% < TIR <70% #1.70% < TIR <85% #H . TIR > 85% 414> HI 4% T 50.5% (OR =0.495,P =0.253) .71. 7%
(OR =0.283,P=0.038) .83.1% (OR =0.169,P =0.007) , &it KM 40% .70% 85% 1E>~ TIR V154 B T X 4> T2DM & & A
PR IR 7K -
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Analysis of the Control Situation of Proteinuria in Type 2 Diabetes Mellitus Evaluated at Different Pointcuts of TIR. SHU Tao, CHEN Shuy-
an. Xinhua Hospital Affiliated to Shanghai Jiao Tong University School of Medicine, Shanghai 200092, China

Abstract Objective To explore the correlation analysis of different time in range (TIR) pointcuts of glucose in type 2 diabetes
mellitus (T2DM) patients to evaluate the control situation of proteinuria. Methods The data of 209 patients with T2DM were analyzed in
cross section, TIR was evaluated by continuous glucose monitoring (CGM ) , proteinuria level was evaluated by urinary albumin - creati-
nine ratio (UACR). The detection rate of proteinuria (UACR=30mg/g) in each group was analyzed and compared according to the TIR
pointcuts. Results According to the TIR level, the patients were divided into four groups: TIR<40% group, 40% <TIR<70% group,
70% < TIR<85% group,TIR >85% group. Glycated hemoglobin ( HbAlc), mean glucose (MG), time above range ( TAR), mean
amplitude of glycemic excursions (MAGE) and coefficient of variation (CV) of blood glucose increased with the decrease of TIR among the
four groups (all P <0.05). In the study population, a total of 50 patients (23.9% ) had abnormal UACR, and the prevalence of abnormal
UACR increased gradually with the decrease of TIR (P <0.05). After adjusting for covariates using multivariate Logistic regression, com-
pared with the TIR<40% group, the risk of abnormal UACR decreased by 50.5% (OR =0.495, P =0.253),71.7% (OR =0.283, P =
0.038), 83.1% (OR =0.169, P =0.007) in the 40% <TIR<70% group, 70% < TIR<85% group, and TIR >85% group, respective-
ly. Conclusion Using 40% , 70% , and 85% as TIR pointcuts can help to distinguish the risk levels of proteinuria in patients with type
2diabetes.

Key words Type 2 diabetes mellitus; TIR; Urinary albumin - creatinine ratio; Proteinuria

W R 55 B JUE 55 9 ( diabetic kidney disease, DKD) B PR B3 2R R % 9% 10 4F J5 ESRD ) 2L
SEWEPRIG B W IE RAEZ —  FeE 20% ~40% 19 A% 40% , KR 15 AR M R E A RN 61%,
B R f 3 & JF DKD, B o 18 P B IR 9 ( chro- ESRD [ % 15 2 5 28 [ R KR 2 i o] & A OC . 3K
nic kidney disease , CKD) Fl1 4% ﬂ{ﬂ}qlgﬁ(end stage re- =] W PR 9 B I 6 B 1 7 K ﬁﬁﬁiﬁﬁﬁ/ﬂﬂmtlﬁﬁ(u-
nal disease, ESRD) [ FEFEHE ) BRI RS R rinary albumin/creatinine ratio, UACR) ¥ # Z& I JR 7K
PR R R R B R R R B, A FsE R L IR EHE UACR 30 ~300mg/ g FRO R 1 8 H
JR ,UACR >300mg/g Fx N KEHE AR, i

FE % B4 200092 T 32 K2 I 2 I W 7 4 B A I B R (5 & & 2 ESRD 1Y 2l 37 i
WM PR, B T shu}dn(h?mn@l63 com WA H RT3 SR B i 2185 1 (glycated he-
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moglobin, HbA1¢) Jz Bl Ifil 4 455 il AR 8, {5 R RE Fe e
B ) AR K S R LA D Sl 0 T A 2 AR R S R N
i 6] (time in range, TIR) A DAAR 4F 3 7% #b HbAlc i%
PR RS 2019TIR [ BRI R e #7 6 TIR w5
F 70% g Wl PR R 3 B4 H AR X R
A% 53 B BT AE — S 3, DR I, AR F 5% 0038 o K%
i TIR TF #r 2 ﬂﬂ%ﬁ{ﬁ(type 2 diabetes mellitus,
T2DM) &5 1 bR 2 4 64 U0 a5,y B 93 i R T 82 11 AR
kA R R BE BB KR
& 57i%

L WFFERS 2 AT 58 O 1 I T T 50 . 1B X 2021
7 ~ 11 J AR B 5208 R 5 BE o B W R B AR R B
N o W RHEBE I T2DM B 209 i, 98 A bR ik D
FE4T 1999 it 7t TR HE1(WHO) i %E 1Y T2DM 2
Wibs v s Q4R =18 A% @M & M R &, O aE 3k
Y5 I PR Bkl I b o < (D G Al 25 7R 8 R
(1 AUBE B |G W M PR R 0k 28 AU B ) 5 @M
PRI G IF AT R @ T E i RE i A e
A H Al AT BE S BO™ Az R F P (0 e R I
WA GBI o 2 2 &) s @ I W1 A K4
O BT AR TOR R S5 N IR AS B kAR
O LA AN, AT A B A0 K R B
i i B T I e I 2 A8 B 2 2R B et v (fE B LS
XHEC - D -2022 - 051) , i 5 B 58 X 5 4 %% 25 J 4%
=S

2. WF5E 5 i RE R OR T R TIR B AR
T2DM (A 42 1l A7 0 140 365 F7 0 5 4 A7 v TIR (9 500 4
W WFSE NBES> A 4 41, BD TIR1 41 ( TIR >85% ) \TIR2
41 (70% < TIR < 85% ). TIR3 41 (40% < TIR <
70% ) TIR4 41(TIR <40% ) . A5 o =08 B Mk
PR IR % UACR 43>l UACR 1E% 41 (UACR <
30mg/g) il UACR 5 % 41 (UACR =30mg/g) ., W4
AR M R R L AR O, A B I S 4
JE (systolic blood pressure,SBP) | A [ i T 5K J& ( dias-
tolic blood pressure, DBP) & [ T EA A O I
B AR HE IF T 545 24K 5 45 20 (body mass index,
BMI) . S# ARG AT AR #EAL TR, T 25 KR T 1] it
Pk COM R G0 22 Wil 72h B2 T 41 2% 1] Vi 5 46 4 /K
30 % A B AR H bR 8 Bl 2 b B [E] (time above
range, TAR) \TIR % 4 ¥% 78 H F5 i B 2 F B 4] (time
below range , TBR) .°F 4 Ifil. ## ( mean glucose, MG ) . Ifi.
WEFRUME 22 ( standard deviation of mean blood glucose,

SDBG) -3 Ifi 5 I 21 1% £ ( mean amplitude of glyce-
mic exursions, MAGE) | Il #F 728 53 £ %4 ( coefficient of
variation, CV) , REBERXHEREME (I REERE
/0 8h) i bk i, i H 4 A SR B X (7104 3
H A Hitachi 23 &) ) M & # 0 i AL B ( serum  creati-
nine,Scr) JRR (uric acid, UA) . & JH [# B ( total cho-
lesterol, TC) . H M =Tig ( triglyceride , TG ) Ik % Ji&¥ 5 &
H AE [E B (low density lipoprotein cholesterol, LDL —
C) . = % B N5 8 11 [ B (high density lipoprotein
cholesterol ,HDL — C) , 2R JH & 80 A €2 3% 15 (HA -
8150, HAS Arkray 28 A]) # HbAlc, R FH % % tb ikt
V5 DN G fR PRREAS T L ORISR UACR,

3. GEAF vk W SPSS 26. 0 G812 A % 4L
AT M. FF & B4 A /Y3 & R LYY
B2 ARAERE (2 25) Fon , AFFE RS B THE TR
PAHR 2380 (9 o3 B2 B ET ) [ M(Q1,Q3) 3R, i 4K
GBI R (E e He) [n (%) ] 38071 5 1E 25 73 A 19 3%
SR R SR 55 R H ANOVA M $453 Br , AR IE
DELEAE 5 W) B KR Jonckheere — Terpstra K
5 RAE 0] 1 ¥ FGl i3 Cochran - Armitage FEET 2
e UEAT AT . PRAR S 8] A9 AR CHE R Spearman #H ¢
a3 #r . AT ZIT Logistic [\ 9 437 LA TIR 5 7
W UACR(JE =1, =0) Mz A Gk, BL P <0.05
hESAGIFEL,

& LS

1. & G PR GEORHRHIE LA 290 T2DM {3 B 2R
# 209 45 32 1 H AR TIR K743 4 41,4 41 Ji)
DM #5 #2 . UA HbAlc MG ,TAR MAGE . CV Ji & R
7 FH B e v i HE R AR R - 1 2 AR 30 ) ( glucagon -
like peptide — 1 receptor agonist, GLP — 1RA) ff [ Lt
B2ZEFARITFEL (P <0.05,% 1), Bk
& TIR B9 B 2, H HbAle MG K TAR 8, If
BEUES (MAGE [CV) BUR , B 5 3R A1 GLP - 1RA fii ]
8 L B9 v

2. LA TIR VIR AT 40 45 5% UACR U5 00 «
FERFFE R, 347 50 Bl (23. 9% ) /B UACR 5+
W o S UACR U B TIR Y A% 5252 i 7 i
e (E 1), H, 5% UACR fE TIR1 41 (TIR >
85% )W E AR N 11.4% ,7E TIR2 %0 (70% < TIR <
85% ) R K A 23.5% ,1E TIR3 41 (40% < TIR <
70% ) h RN 36.2% ,1E TIR4 41 ( TIR<40% ) h
B EN 47.8% (HH P <0.001)
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£1 T2DM EERIFETIR KESAEZBAERFE (%) ,v+5,M(Q1,Q3) ]

TIR >85% 70% <TIR<85% 40% <TIR<70% TIR <40% .
A (n=88) (n=51) (n=47) (n=23) Frad %P
ﬂr‘ﬁ“(&') 64.0(58.3,67.8) 64.0(59.0,68.0) 66.0(58.0,74.0) 64.0(53.0,72.0) 0.808  0.419
M5 54(61.4) 31(60.8) 27(57.4) 16(69.6) 0.069  0.792
BE IR R AR (4F) 10.0(4.0,14.8) 12.0(8.0,20.0) 15.0(9.0,20.0) 10.0(8.0,20.0) 3.712  <0.001
5 1M R 43(48.9) 24(47.1) 22(46.8) 17(73.9) 1.922  0.166
SBP(mmHg) 128.0(120.0,139.0) 135.0(125.0,144.0) 134.0(130.0,141.0) 131.0(114.0,143.0) 1.178  0.239
DBP( mmHg) 78.2£9.7 77.8 £9.4 76.8 £7.7 76.6 £8.3 0.752  0.387
BMI(kg/m?) 24.5(22.1,25.9) 24.2(22.1,26.7) 24.6(22.9,26.8) 26.4(22.0,29.7) 1.509  0.131
HE Rl (em) 91.2 £8.1 91.8+9.3 92.1+8.1 95.4+13.2 3.707  0.056
Ser( wmol/L) 60.0(52.0,72.0) 59.0(47.0,66.0) 62.0(54.0,72.0) 72.0(65.0,88.0) 1.964  0.050
UA (pmol/L) 321.7 +78.7 208.8 +73.3 321.7 £85.5 379.4 £92.7 11.076  0.001
TC( mmol/L) 4.4£0.9 4.2+1.1 4.4£1.2 4.5+1.2 0.459  0.499
TG(mmol/L) 1.3(1.0,2.0) 1.3(0.9,1.7) 1.4(1.1,2.1) 2.2(1.0,3.0) 1.615  0.106
HDL - C( mmol/L) 1.0(0.9,1.2) 1.0(0.9,1.2) 1.0(0.8,1.2) 0.9(0.8,1.1) -1.776  0.076
LDL - C(mmol/L) 2.7+0.8 2.5+0.9 2.8+1.0 2.5+0.8 0.334  0.564
HbAlc(% ) 7.8+1.4 9.4+£1.7 10.0£1.7 10.5+1.8 43.192  <0.001
5% UACR(% ) 10(11.4) 12(23.5) 17(36.2) 11(47.8) 18.632  <0.001
TAR(% ) 3.8(0.1,7.8) 22.3(16.4,24.7) 38.3(32.2,46.8) 70.0(62.4,88.5)  14.476 <0.001
TBR(% ) 0.0(0.0,0.1) 0.0(0.0,0.0) 0.0(0.0,0.6) 0.0(0.0,0.0) -0.509  0.611
MG ( mmol/L) 7.0(6.4,7.4) 8.3(7.5,8.8) 9.5(8.7,10.0) 11.8(10.7,12.5)  12.449 <0.001
SDBG ( mmol/L) 1.2(0.9,1.4) 1.9(1.4,2.0) 2.0(1.5,2.5) 2.0(1.6,2.7) 9.660 <0.001
MAGE ( mmol/L) 2.4(1.8,2.8) 3.3(2.6,4.4) 3.5(2.8,4.4) 3.8(2.5,4.9) 6.877 <0.001
CV(%) 17.2(14.5,18.7) 22.0(18.2,25.8) 22.0(16.0,26.1) 16.4(13.5,23.3) 3.784  <0.001
25y {1 19 1L
ACEI/ARB 2 25(28.4) 18(35.3) 7(14.9) 12(52.2) 0.429  0.513
T2 27(30.7) 23(45.1) 15(31.9) 12(52.2) 1.945  0.163
e 5 % 62(70.5) 45(88.2) 42(89.4) 23(100.0) 14.421 <0.001
GLP - IRA 12(13.6) 4(7.8) 13(27.7) 10(43.5) 11.638  0.001
FRREEZG Y 83(94.3) 48(94.1) 45(95.7) 20(87.0) 0.544  0.461

ACEI/ARB 2&. Ifil 48 %5 7k 25 1 46 il 41 il 55

/20078 5 K 2RI 52 A BEL ¥ 59

S A DM 9 B2 . BMI, UA ,SBP HDL - C,SDBG .

40% H , 5+ %
70%
50.5% ( OR = 0.495,

< TIR =

MAGE ACEI/ARB K25 ¥ /) J5, #H# T TIR <
UACR B9 AU 7E 40% < TIR<70% 41 .
85% 4 . TIR > 85% #H /% W ML T
P =0.253).71.7% (OR =

47.8
Zi 40 1 36.2
E
= 307 235
e J
%ﬂ 20 1.4
N
0

TIR>85%  70%<TIR <85% 40%<TIR <70% TIR <40%

B 1 AR TIR 2 T2DM £E R E UACR WERFRERFR

3. TIR 5 4% 48 #5 10 AH 5C 1 43 B . 48 Spearman A8
KES T, TIR 55 05 JR A% 76 72 . HbAlce \ TAR \MG ,SD-
BG MAGE CV i £ i ] J GLP - IRA i ] & 1
FAE (r 4351k = 0.266, —0.531, —0.915, —0.805,
-0.679, -0.491, -0.280, -0.322, -0.209, P ¥
<0.05), 54 5 & I & & R SBP, DBP
BMI JEF Ser .UA . TC . TG ,HDL - C . LDL - C . TBR ,
ACEL/ARB i JF] At VT 2848 ] K F1 Iz R348 245 1 11 G
FEMEME(P 1 >0.05)

4. TIR 43 41 5 5% UACR ByHH M0 —oC
Logistic A1 AR B 43 B 45 R Wos , FE R IE T A8 & (1
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0.283,P =0.038) .83.1% (OR =0.169,P =0.007)
(#a# P =0.045), % T HbAlc <6.5% 41, UACR
S 1) OR fH7E HbAlc 6.5% < HbAlc <7.5% 4 .
7.5% <HbAlc <8.5% 241 .HbAlc=8.5% #4173 % N
0.436(P =0.437) .1.420 (P =0.698) .0.989 (P =
0.990) , 5% UACR Z4: A 5 HbAle 4320 JC A & 4
Kotk (P =0.466,% 2)
it it

A2 T 5L 2 I, TIR 5088 bR 5 18 78 O & 9
M & Kk RAEAE % VI B, Guo %1 B 9% & B TIR
S E F R0 8 (CAN) B AT AT B B A7 76 A 06
I FLIZA MM ST T HbA e FALMEZS Sk | A48 TIR
A DU 7 H (Lh 41% 64% 83% MYIE) #t4T )G
K BEE TIR TFE, CAN 0 UG 5 L M ™ o FE
R R R A Lu B 5T & B, FE T2DM MR Y



BopRicdedk 203 4E2 0 B2 % M2 M - e = -
%2 TIR.HbAlec 5%% UACR & £ X 1#H XM
EgE| B SE Waldy? OR(95% CI) P P
TIR( % ) 0.045
TIR <40 1.000
40 < TIR<70 -0.687 0.601 1.306 0.495(0.155 ~1.635) 0.253
70 < TIR<85 -1.312 0.631 4.324 0.283(0.078 ~0.927) 0.038
TIR > 85 -1.779 0.663 7.191 0.169(0.046 ~0.620) 0.007
HbAlc(% ) 0. 466
<6.5 1.000
6.5<HbAlc<7.5 -0.830 1.069 0.603 0.436(0.054 ~3.544) 0.437
7.5<HbAlc<8.5 0.350 0.903 0.151 1.420(0.242 ~8.328) 0.698
HbAlc=8.5 -0.011 0.886 0.000 0.989(0.174 ~5.616) 0.990

PRI R IE T R 51 AE W% B IR 7% 7 . BMI UA SBP \HDL - C .SDBG \MAGE ,ACEL/ARB 2 24 ¥ fifi F J5 4%

H, TIR 55300 8h ik N R v 2 5 B A A B S A DG 7R
BB F R TIR 8T8 10% , & L Fsh kN E 2
JELE S H A XURR: AR 9. 1% , PR 25 AE — T X
216 ] T2DM & FF 5O 9 S8 # I F 58 b & B, TIR 5
S8 R B Joe A5 7 B R B W A DG AR TIR DY 43 4L
(LA 50% 70% .85% R VI s5) #4773 A J5 & B, TIR
K ASAR 56 ks 28 Rk M, Lu 269 59 — 0
15 3262 1l T2DM B & W R 7 T TIR 5
P BERGAE (DR) U6 &R, 45 5 & L, TIR 5 DR A9 &
G FRATAE W A DG, LI A 56 M 2l 57 T HbALe
MAFTER, 3 B A8 #F — 2 AR P8 TIR 79 19 53 457 %k (LA
51% 71% 86% K V) i) #4704 )5 & B, DR 1) &
Az TIR 9 b Fh i 52 T B #, TIR U 430 104y 41
5 DR W EMAE R EME, HEEE " TR
P} TIR \HbAlc 55 DR A EPE B 58 th B0 UE T 31X —
S ST A LAWY TIR W 3500 B iR B 3 & A DR Y
KU . Beck 25 FI I 1440 1545 JR 55 58 19 700 1
AR A5 Y TIR 2R3 1 TIR 585 bR s B I S5
R R AR R, R R, TIR B B K
10% , PR I J55 55 2% 325 Jr 1) XU ;36 3 I 64 % |, o bk 11 2R
IR % A KBS 3 0 40% , Yoo %5 HF5E 2 HE TIR 1
TAR 28022 B A IR XU 09 A O A8 1 38 A, 4 10 i
$E 5 TIR FIFEAR TAR SR> 8 (AR B XUBS:

W PR 95 2 11 PR A 7 A 38 R 5 v I R I I 3h
WIAROCH T R T 22 Rl 1 T 0N IR R
FECE G T D e A 20 A A e D AN T B Az i, DT 5 | A
LA PN R 0 A 00510 It e s AT 3 e i 4R Ak
e, 40005 N 2 40 M, AT i I A 805 . Monnier
OIRRSY K B, 08 R R v R LR R il b U
Bl AR I R ik e A TS Sy ELAAC R0 S Ak i b
P il 45 I F K DKD o J i XU 02 B H R 3 2

FHF 52 W it A 4 DR O B9 Hb AL e 7778 AS i 2 e R %1
IR S - O N T S I Al i L
HbAlc i 5 , F- 846 TIR GE 68 [ mf kb 2 8 T &/
(SR O LTI < (1R I TR Rl 22 B A - )
S AR BN | A P A L DR 2 S R L A N B A
AT R0 8 AR P 5 2 2 R 1 DR A R 2

2019 4 TIR HE brL 42 106 TIR & T 70% 164
WEDRO B E B B AR (B2, HRT R K2 R A
TIR PO 433 8053 40 R PR TIR 548 JR 9 48 P OF & i
R B BT S [A] 52 38 NBEHE TIR 43 A0 1% &0 A
A, D9 53 o7 B AEAS[R] R k, dnfe] 147 LA 9 TIR Y1)
MRNAMER HE— R, AR ST R A, R
H 40% 70% 85% YE -} TIR ¥ 15 7] X T2DM & 1)
S S0 B ik PN B v 2 D R VR DR A0 I TR A5 (DR)
R RS HEAT ARy PR AL T2DM A8 45 1l
WEFE 0 22 (TIR<40% ) AR ikH5 (40% < TIR<70% ) \
EFR(70% < TIR<85% ) LA KAk (TIR >85% ) WY PEHr
Pk, EWWrSE" fE—T#F 58 TIR 5 DR M SE )
A BFFE LA 50% . 70% .85% M ¥) 5 % TIR #k 4T
Iy HE— A UESE T TIR70% A g i 45 i < 355 7 11
S RS 2 (E R BB B0 UE TIRSS % 1E Ay it 4 4 il
OB e A A

A 78 R AR B AR X TIR U0 8 R4 05 ik, 7
209 5] T2DM & g B, Loz Ul S T s,
HbAlc MG . TAR MAGE ,CV %5 Ifil B 2 %% & BLFE TIR
Ve /U T R ) R B TTR 5 R e i B 4 0 K S 48
(HbAle TAR MG) , S W& Ifi % 7K P48 45 (TAR ) %2
W 1A 3 5 7K S48 BR (SDBG  \MAGE . CV) A W & 40
Ktk FIB, 5% UACR (B 2606 TIR 19 B A M &
W ot s, AR RS IE T PR 4R % DM R L BMI, UA |
SBP .HDL - C .SDBG .MAGE (ACEL/ARB 2k 2 %) fifi F§
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LHREBE TIR 19T &, 5% UACR B9 )UK B 2.
B, DA 25 R BIWF 5T P (9 TIR U0 s AT LLAF
S W M 4 1 KT | 34 B S B I A D 3 oK ST TR B
B P4 DM 835 & Az 8 IR i KU

WAL 38 6k PE A i b 45 ) O ) TAR \TIR 5
TBR =3 WA M 23 B v & B0, TIR 5 52 e i 1l 4 7K
FH) TAR A7 18 1B 35 A5G, 1 5 5z B AIC i 4 K 7 19
TBR A9 00 JC W] b AH OGE , $7R TIR 7 42 75 1K il Bl X
WS %) 8 e 5, TR O 7 AR o oA XU 42 v 1 B DR i A
BE Qs A R R I M I e 8 3 45 2 v T B
A4 TIR A1 TBR LA S 30 BE 4 17 A4 I 8 2l ok />
A ) ek R e e A AR AR £ XU

25 TR, UL 40% 70% 85% VE K TIR ¥ 4, A
ASCAT DA w4 1 7K P Bt 1l B I8 30 1 B0, I8 A B
TP DM B3 & A= 2 R XURS: . A B 584 S —
TR T T 5T, A AE — 8 R BR A B S S B T SRR
ARG U AT HBE PR BT, DT JC s i —
B EE TIR 58 AR R R w7 F — 20 e
ARE 2 A NN = N - 1 8 R 0T ) 1 s Ml 8 )
)3 A
% ik

1 PR BE A SRR IR 4y . [ 2 R BR A B 94 46 T (2020 4F
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2 Nelson RG, Knowler WC, McCance DR,

et al. Determinants of
end - stage renal disease in Pima Indians with type 2 (non — insulin —
dependent) diabetes mellitus and proteinuria [ J ].

1993, 36(10): 1087 - 1093

Diabetologia,
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928
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