- 378 - [ R 9 0 i 5 24 R 2015 4 11 A 5535 5556 #  Int J Endocrinol Metab , November 2015, Vol. 35, No. 6

- wE -

F A B 5 FIORT L SULRE PR e e A
s i) SR O IR 2R 40 A

BE KE

(WE] BE BB 0 PR R B (DN 5% U5 (5200, 33 s i L0 DN ik
BRAIKINE ., i PRBOCE BRI EME S B b N - W RHE B B Y2 5 35) DN fiy 2 S0 IR
R 87 BRI NS . M BEJE R REYT 100, 8 A IR S8R, inpeHe 2 R+e5 3 D AT 1280 b
Bt 2 U5 R PR B DT, AN RERE 32 B 00 R Al o BE T 2 o WS P Bt 7 XoF I L Ifi | i i & DN %%
VARSI o K5 I DR7s 1L 0 S5 728 ( DR) S8 340 g A6 Wi 7 AL RN ™ A6 Bl 1 4, WS ™% B 1 %
F+ DR BE BRI TG 454 & DN #5952 . BT 4 485 AR 35 DN (k55 ol 47 4l IR 2R
F1/ WUBF LA (ACR) FH85 KT 300 mg/g 2y DN i JR4H , 56 M E K - s 4k 824k +5 46 DN T4 DN
eitfRd, g DN JE R A G R, R Miti 4 45)5, ™k Mivi 4l ACR JoH A8 {k
(P>0.05) ™46 Ffi1 20 ACR KB F = (1= -2.97,P <0.05) . J™#% 53/ 4% B U7 41 AH L, 1L
B MU G A BR 2R R, DN i UG, (A 25 7 e Ge it 2= L (P 34 >0.05) . DN 4-9f DR W48 ™
K& F72H DN 3SR LE IR (7. 1% vs. 47.8% ,P <0.05) o Logistic 1814357 7R W4 /2 2 005 R B
HA DN 3 iy fE B 2 (L3t =1.027,95% C1:1.002 ~1.052, P <0.05) ., #5i& kT
TR B TRES: 0] DN 134 2, JU R DN & 31 DR W85 . 2 BUREIR 101 DN 1 J 1 il ~7 5 5 (X
ESLIE (IR

[RR]) 2 BOMEMG ; FL U0 DR B 5 ™A B 1

Effects of strict follow-up intervention on outcome of early diabetic nephropathy and related factor
analysis Yang Lei” , Zhang Ping. " Department of Endocrinology, Chifeng Municipal Hospital, Chifeng
024000, China
Corresponding author : Zhang Ping ,Email : zping717 @ medmail. com. cn

[ Abstract] Objective To investigate the effects of strict follow-up intervention on outcome of early
diabetic nephropathy (DN) and analyze the related factors affecting the progression of early DN.
Methods A total of 87 patients with type 2 diabetes mellitus which were admitted in the Department of En-
docrinology, the Second Hospital affiliated to Dalian Medical University and for the first time diagnosed as
early DN were selected. The follow-up intervention was started after discharge. Patients who can stick to fol-
low up every 3 months either in outpatient clinic or in hospital were included in strict follow-up group, where-
as other patients were included in non-strict follow-up group. The effect of strict follow-up on blood glucose,
blood pressure, blood lipid and the outcome of DN were investigated. Patients with diabetic retinopathy
(DR) were divided into strict follow-up group and non-strict follow-up group. The effect of strict follow-up
on the control of diabetes mellitus and DN outcome in patients with DR were observed. After four years of
follow-up, patients were grouped according to status of DN:DN progression group with albumin to creatinine
ratio( ACR) increased to more than 300 mg/g and non-progression group with a normal or non-increased
ACR. Related factors of early DN progression were analyzed. Results After four years of follow-up, ACR
was not changed in strict follow-up group(P >0.05), but was significantly increased in non-strict follow-up
group(t= -2.97,P <0.05). The compliance rates of blood glucose, blood pressure and blood lipids in
strict follow-up group were all higher than those in non-strict follow-up group, and the ratio of DN progression

in strict follow-up group was lower than that in non-strict follow-up group, but the differences were not statis-
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tically different(all P >0.05).In DN combined DR subgroups, the ratio of DN progress in strict follow-up

group was significantly lower than that in non-strict follow-up group(7.1% vs 47.8% ,P <0.05). Systolic

blood pressure was an independent risk factor in the progression of early DN in Logistic regression analysis

(odd ratio = 1.027, 95% CI. 1.002 - 1.052,P <0.05). Conclusions

Strict follow-up intervention is

beneficial in delaying the progression of early DN, especially in patients combined with DR. Systolic blood

pressure is an independent risk factor in the progression of early DN.

[ Key words] Type 2 diabetes mellitus; Early diabetic nephropathy; Strict follow-u
YP y phropathy p
(Int J Endocrinol Metab ,2015 ,35:378-383)

WE IR B (DN ) 200 PR 5 UL 1% 0 M Al it 48
FRAEZ — , RIHIR 20%~40% , 1 W [ 52 5
AR I B e T L LGB AT R B DL
R RL DN 248 DN TS, B e 11 46 1 PR 400,
Koy 3R I R 89 DN 5 AT ] 3 M | 38 3 5 b 45
IR I IS PT R 2 & A Sk e . T p& Rl T
PSR X Y I R T PR 2 B SR E I B
EERR RN TG K BRI B 7R R
AR, 5 AT IR | i F < I 423 1] A — P 22 IR 3R 2%
AT e TEC. HETE NEXT DN )™ 4% BE i
TGRS o ABRFEERT T 4% bl 17 T 064
DN &R PR 28 2 ) M 5% VA ) 52 W, 40 B 52 ) L 3
JRIGHIEINE
1 Xg5Fi&%

1.1 BFSEXT4 $EH 2008 Z 2010 4F i Rk
FI RS BB N AR E R 2 L DN iy 2 A
BRI (T2DM) /35 4 102 1], ABEFRE: B A
PERE IR 1999 AR B AR 41 41 ¢ F T2DM |1
LWikRE?' . DN 2012 16 2010 4E( b [ T2DM B
RIEM) , LR E IR E R R IR B IR A & A/ AUEF e fE
(ACR) E VAN FE b, B R £ 35 3 S H IR TS
A5 2 KA ACR 7£ 30 ~300 mg/g HHERR IR B I5%Se
LRHME A E ORI E RS ED . R K
T 18 5 BRI RE R T 1 45, HEBR PR | 1 i &R
GPR (L AR AU  HOR IR D e S0 D BE =,
S I i A g S A RO A s HoAth n] R BUR
FR BB A B 1 85 (R S st 2 s 5 4
ORI L A4 . BT BB Y B AT 2R
I H KB MELT B AT e T, R R R, AR
WFFEARAG T G BB R B 27 — = Bt 1) = Bt A 3
Zz Lot

1.2 B

1.2.1  —ff5 BRE R AR 18R o
W Bt SR T X 52 10— A 8L« R 1) AR % A
PRI PR s 2 B v I s S L 245 4 g FH &
WA AT g s I B AT L

M THEARE A RS L. 470 2 A% S 3 B
S K AW R ] B P 22 A o BT AT AT f 1 IR
PR A= H R e TR G B A A SR PG 2 ' 1 5% A A IR
JIS 2 W A0 DR P I s 22 (DR)

1.2.2 PRAREABU A RER AR e Brf A BE
W2 BARIK G, AR 8 ~ 10 h, Rt UK
ki, BD 264G, W0 E HbALc, 25 i I 8E . 4 JH &
Pt I =g IR B2 R 2K 1 -JIH [ (LDL-C) |5 %5
FE NG 9 -H [ B (HDL-C) | if ULEF | i JR BR | 25 16
(O A 5 1rd =g IR 7Y @ = e SN W = R R g = AN
BRyg it % [eGFR, ml + min™' + (1.73 m’) '] =
186 x I LEF (mg/dl) — 1.154 x (4FE#E) () -
0.203 x (0. 7424 M) .

ACR (I 2E J7 15 : U 258 — IR, i B R K
DIPR F1 2 E1 L IR LR, ACR (mg/g) = IR HE
(mg/L) x8 840/ JRALAF (wmol/L) . ACR H A K I
H R A28 Lk | PR AIUR SR FH B 5
1.2.3 DN R36Y7 FIREDT T J7 7
1.2.3.1 DN ®BRYT A AR e Y42
Gi—WEIRIRAE, fE MRS ERRE [ HH
HERARIERTE0. 8 ~1.0 o/ (kg - 1K) , R &
ERIEALES o/dLLN | o MG A8 3 1B A ik & 2 g
T, 457 E R 245 ) B0 5 2R 45 ah) AR , e 0 A
—H 7 WIBE LA 2 o I R R A
N 2R A0 il A ) R0 00 A B R R L A2 A B
(ACEL/ARB) , B2 45 il AN BRARL 0 FHAS &5 145 4t
FARYE AR R B 2 RS IR UE 4 T
F AR A YT 25 K% B 259, IF: W] B 25 3 11 R BT ) DC bR
PN SR A, DK T 91 b R BRI i
W 240 U, —H 3 ¥ 1 IR %H B SCGE TG
1.2.3.2 MYGHW A TEAEBRELEZEH IR
FEBERIT R R U T, B A EIEEE, inRess
ZWRREAE 3 N A T2 B0 BE R U5 A I R R BE U
H, AR AN AR M BE VT . AR A% Bl D7 4H
60 ], = A= AT AR A B B S50 SO IS SR BT T2 5
HEBEbEDT (B 2D RAEREDT 1 I, #EAT 5 PR YT, A



- 380 - [ R 9 0 i 5 24 R 2015 4 11 A 5535 5556 #  Int J Endocrinol Metab , November 2015, Vol. 35, No. 6

SRBURFIR T T . RS REVTZH 42 4], B SR
P DEBUIRE A AR 45 =, B e 2 B A ol
A A 1 DN GRS R M BiiatEi s . &
JE 3 ~5 Y PR Y iz Sl BB, TR PRI (B e A
H G RT A HEE 20 g, 2 PRikF) o &3 A4S A BETS
1, W it e A4 45 5 25 MR IR L HbALe L ACR
MR FDIRE, AR PRAL 1 U DIRE , 43 4R AT IR I i
LW — A IRBHE A IR ISR 0L, Ak 4
AR R AT A AR R RS BETTALLL 2010 4R
T2DM Bjjifi i 7 ) A IA R BER B AR 3 Bl 15 Fof 1A |
IMLHE LB R D BE B2 ACR F5 il 17 0 I8 2 1R 97 T
R IR BEPATT I SN oA TR A A
WFSERINHS DN &9 DR & RS BE U5 1% 5L 70 o 7™
& BE T 2 AR T A% B U 2, WL EE T A% B DT 0 5 T
DR S22 WE R 17 12 1 S DN B2 I

1.2.4 B2 RS 4 4F )5 WA AT I R
FEUATE O, B A5 MBS | L | AR 3K bR Y e L K
DN SRR LB, MR45 DN 82 1 & #4770 4 -
ACR TR 2R T300 mg/g2y DN A, 55 IEH
KB Ak S 4Ry 7E DN I DN Rk e 4
1.2.5  Geiteehb Bl WSS~ 4K SPSS13. 0
FRIRGTA . MR IEAT IR TR KO 255 1
Kl , A A IE S AR A TR BOR R =5 Fon o 78
IEZS HJ5 22 5% 09338 BOR ML 18] FLBCR e i 5
XF T AR IE A7 A1 0T BORPR HLRE 5 h  R
XTBURHEEAT 0 o RO R RS, R [
BORHIRI7 K5, W TREA /N T 40 Y] Fish-
er VIR LA o AR TR HA] Logistic Z
JLIERE R S Ao P <0. 05 ORI 56 ) o 22 5 A
gt

2 H#E

2.1 —JRol sE a4 A3k 87 i, Ak
BEV52H 35 B, AR ks BEDT 4L 52 . ok 1k 36

B, Lok ST ], 4RI (63,17 £ 11.46) %, -1
e (13.39+7.13) 4, K5 15 B, KUi %N
14.7% . K1) 4 4FJ5 DN AR 2 63 1] (F% 2= 1F &
TCHEFRE 15 41, 517.2% ; 4£F5 DN 2 48
i, 555.2% ) ,DN i 4 24 i (& 2=V 3 22
B, 525.3% , it e = VI 2 41, 52.3% ) .

2.2 AN[FIBEDTH FEL K BEVITHT S IR TR A
P2 A 04 53] EE 461 AT 1 W5 DR 96 72 . DR ¢
Az 38 W PR ] BB A 2 8 e A 3 B I A
O3 E WM S R S 22 gt (P>
0.05), %1,

PIZE BE DTG 5 I R TS bR i L : BT, S5 E
FERSBEVTLLAR HE, TR B 7 4125 I B ACR IR
(1=2.87,2.72,P 3 <0.05) ,BE1)5 )5, 53R ™ ¥ i
VIgLA L, A% R U5 2 ACR 3R (1 =2.125,P <
0.05) . J“t&REVIZH=E C k. eGFR 7KV B U7 i
TR:(:=5.19,2.40,P ] <0.05) , JR IR K -8 B
BiFbE (1= —4.26,P <0.05) , /4 5 55 % 0% | 1
JE A ACR BEVIET S T A8k (P >0.05) ;9
JUAGREDT A EF 5K e A5 I/ CORk S IR & B LDL-C |
HDL-C /K -4 b1 7 F W& (¢=3.77,7.02,2.52,
2.56,2.46,P ¥ <0.05) , Ik FE 5% IR 1R . ACR #%
METET B (1= -2.51, =2.50, -2.97, P ¥ <
0.05), .32,

JURE BE 7 45 AR ™ BE D7 20 AH L, BE Vs AT
ACEL/ARB #5358 18 FH 7] At 7T 2 BE RG24 LR i 2%
BR] ] DT AR 1 R 1Y 00 T B i 2 55 Bl 17 )5 A% BE U
Y b VT 2 [ i 24 1 HE B T RS (' = 4.63, P<
0.05) , k™4 bifi 177 21 4% 388 18 FH i 70 S At VT 2B i 24
I E (F =4.74 4.89,P 17 <0.05) , L3 3,
2.3 N[FBE DS 2H B85 E PR R 15 45 & DN 5% 15
0L FET G M2 DN 8291500 A& BT 4 5% 2 0E
W 20% , 4ERE DN 62.9% , i# £ % DNIV

R PRI BRI i RYOR UL

205 %k B/ EI (%) WERIIRTE (4F) BRI B ZE [ n (% ) ]
JeRE BT 2H 35 14/21 63.06 +11.85 12.20 +6.87 14(40.0)
A Bl 20 52 22/30 59.71 £10.77 10.50 +6. 69 23(44.2)
*E 0.046 -1.365 -1.150 0.153
Pl 0.830 0.176 0.253 0.695
5 e BERR B EIRE [ n(% )] il (%) ] WL [n(% ) ] BRI FE TG [0 (%) ]
JUHE BT 2H 35 29(82.9) 27(77.1) 6(17.1) 15(42.9)
A% Bt i 2 52 39(75.0) 39(75.0) 10(19.2) 26(50.0)
X1 0.757 0.052 0.061 0.428
P i 0.384 0.819 0.805 0.513




[ e IR ALK 2015 4F 11 H 45 35 %45 6 4]

Int J Endocrinol Metab, November 2015, Vol. 35,No. 6

- 381 -

M 514.3% , U2 DNV I 2.9% . 7™ H%
W74 % O 5 15.4% , 44 DN T B % 5
50% , 3% DNV 132, 7% ,#E e 2 DNV #3%
di1.9% o ™K& BE DT 2 R AR A% B 7 4 83 1008 | 1L
JE AR IAFR il , DN i J& e IR (P >0.05) , I
*4,

2.4 DN & If DR S8 TEA[R] Fifi 1 28 PRI o 17 458
il & DN #9154 K DN & Jf DR & 1% A [F] bl
V2 43R A B 7 2 R R ™A Rl 17 20, b AR R A4 3
LIGIRGRE, G5SR4 EL 3] ] 6]

PRZIAR e AR A I i IR BT 3 W s R
T H AR AR L ACEL 5% ARB 9 FH R L
T 25 Wy fl F G 0 25 B gt 2 L (P 3 >
0.05), fH ™ k% Fifi 7 20 Fb AF 7™ 4% Bl U7 40 4F % =5
[(63.14 £8.87) % vs. (56.78 £8.61) % | BHIRIR
R [ (17.07 £6.08) 4F vs. (11.00 +5.81) 4F,
P<0.05], BlVF4 )5 P4l DN 7 3155 B« 7™ 4% Fifi
Vi & 0F % % 5 14.3% , 4 4% DN 1T #1 &% 4
78.6% , ez DNIVIAZE 5 0% ,i#F e 2 DNV i3
07 1% o AET K& BETT AL R IEH & 8. 7% , difs

F2 MWABEUTHBEDIRT SR TRHEEL (3 £ 5)
I [i] 205 % IREFEH (kg/m?) R L Wi H: ( mmHg ) &7k H (mmHg) HbAle(%)
L AREEUIE 35 27.36 £3.89 0.95 =0.07 145.29 £21.93 82.74 £13.90 8.64£1.73
i A= pEDH 52 26.07 +3.29 0.95+0.06 145.71 £19.62 86.96 = 10. 44 9.38 £1.95
L MBI 35 27.89 £3.50 0.95 +0.06 150.94 £20.74 79.91 +11.34 8.87 £1.56
i MR 52 27.50 +3.00" 0.95 £0.07 149.77 £20.03 80.77 £11.73" 9.01 £1.85
i) 450 BRI (mmol/L) %58 C R(pg/L)  ARREEE(mmol/L)  Hl =K (mmol/L)  LDL-C(mmol/L)
L TTREBETIAH 35 9.10 £2.75 1.00 0. 67 5.17£0.99 1.88 +1.02 3.14£0.84
P MR 52 11.13 +3.49° 0.98 £0.54 5.56 £0.98 2.13+1.38 3.46 +0.89
o TiRkEVIAH 35 10.18 £3.19 0.29 £0.71" 4.95+1.20 1.99+1.18 2.88 £0.87
I ks bEvia 52 10.82 £3.26 0.33 +0.65" 5.11 £0.89" 1.98 +0.94 3.03 +0.81"
s ] 2H 5] 1% HDL-C( mmol/L) MJRAEZ (mmol/L)  eGFR[ml + min ™' + (1.73 m?) ~'] ACR(mg/g)
JUAs BT 35 1.17 £0.29 281.3 +77.43 97.03 +30.54 4.11 £0.62
/MR 52 1.20 +0.30 281.3 +77.88 102.6 +32.41 4.51£0.71°
o JUAREGDI 35 1.12£0.29 336.48 £91.86" 87.0+29.94" 4.40 £1.55
i =M b 52 1.08 £0.25" 312.08 £81.19" 95.02 +33.72 5.13 £1.59*

1 LDL-C A% B AR 25 11 - 5 HDL-C 5 2 BE AR 2R - s eGFR A THAY B /NBRUE S %65 ACR: JREE A1/ LT LU A ; 28 A SR X B 4
J B, 5 AR BE VT A L, " P <0.05; SBEVIRTAMILL,"P <0.05;1 mmHg =0. 133 kPa

®3 PABEVIHREVIET U5 25 B [ n(% ) ]
i) A5 #I%  ACEV/ARBIAYY Al I FAY M TTEMNE2 607 W iy Z IR B = DC AR IR YT
L TR 35 22(62.9) 19(54.3) 25(71.4) 29(82.9) 25(71.4)
b A5 bt T 21 52 28(53.8) 24(46.2) 33(63.5) 39(75.0) 33(63.5)
e 35 25(71.4) 17(48.6) 32(91.4)° 28(80.0) 25(71.4)
i AR DT 2H 52 36(69.2) 35(67.3)" 43(82.7)" 39(75.0) 31(59.6)
TE: ACEL: I35 B9k R MHM I ; ARB . (55 B 7K 3 1 SZAARHAR; SBEVITTAILL,* P <0.05
x4 PIABEUTARE R TE RS K DN 323155 [ n(% ) ]
41531 LV QY A1k v HbAlc ks W 446 F A £k kAR LDL-C iz DN i’
TG VT4 35 7(20.0) 5(14.3) 6(17.1) 16(45.7) 12(34.3) 6(17.1)
=Mkl 52 8(15.4) 7(13.5) 4(7.7) 21(40.4) 13(25.0) 18(34.6)
PRt 0.312 0 1.025 0.243 0.881 3.197
P 0.576 1 0.311 0.622 0.348 0.074

T : LDL-C AR % HENR 2 11 -RELF 2 ; DN 5 RO P



- 382 - [ R 9 0 i 5 24 R 2015 4 11 A 5535 5556 #  Int J Endocrinol Metab , November 2015, Vol. 35, No. 6

DN (543.5% , e & DNIV I 35 447.8% , it
JEZ DNV IS 4 0% o ™45 B U7 45 3E 7™ 4% B i
HAH P IR R IR bR R i, DN HEJR i, 22 S A 50
R (P <0.05),0L58 5,
2.5 T2DM FJY DN #FRAHCH R bR, 5
DN FE#E 2 He, DN i J@ 4 DR & A= %5 (66. 7%
vs. 42.9% ,x* =3.941, P < 0.05) . U 4 JE K V- &
[(157.95 + 25.16 ) mmHg ws. (147.30 % 17.31)
mmHg,t = —=2.250,P <0.05],eGFR 7K %[ (80.08 +
33.22) ml/(min - 1.73 m®) us. (96.26 = 31.08 ) ml/
(min - 1.73 m*) ,t =2.130,P <0.05 ], &/~ W45 % . DR
PIFEAERT R DN JER GRS RIZR 3 i) AT
PRAGIGTE U S G0 S AR H 45 A8 L HDA e |
73 M A S AE T H il =K\ LDL-C \HDL-C | Il /R iR
KA S U LA L TC 25 5
2.6 T2DM B3GR DN B2 K 2 1Y [mlH 43
BT DIDN J& &t AR i, ARG 4 455 AR
PERI BEDR I A S 4 e (BT 7K % HbALe |75 5 IR
SR R H - =g LDL-C \HDL-C } [ 5 i, #4712
NZK Logistic [MIA5MAT, 450300, 4 & /& T2DM
191 DN i i () k57 A 6 R 2R (D34 = 1.027,95% CI
1.002 ~1.052,P <0.05) .
3 it

AT SR B A PR 95 2 0 2% 1 5, DN % 0
FAMTEZAEIE N, DN 19 B v i oy 8 ) 28 1 0 3t
AR, E TR AT 0B B RR X R PR e S
DN (IR I8 AN 4, 4 PR s S H: I & 1Y)+ T
FEHPROGLE AL o 30 (R W8 R A 798 2 A v
1421 45 T2DM & 35, B W 2 e B4R B e 5
41.31% , 25 15 Il B 35 bR 3 57.71% , HbAlc jA R
33.99% , Il JE ik b5 F 14.22%, 1l §§ & 5 R
2.46% """, PILXT DN g8 gE 47 "4 i bl 5 T T,
TEZH IR AN R . AWF5ELL ACR /E K DN 43

WIS HE bR 4 AR LT 87 9] T2DM 3 B #5712
DN 3%,

T o, k& BE VT T Wi B T R4 DN 3
8 LW L I I B 4% . TGI8 S 2010 A (R
T2DM BiiiA 6T ) 1 A2 2014 45 5% [V BRI P 23 (14 1%
PRIGBTIGHE RS, DN AYIGIT B A 46 A 16 7 =X el A |
Pl U | MR 2 O B B LA L AR
FRAE 2010 AF F A [ 24 25 Wl DRI 27 o3 S5 42 i 2 il
TRPRELR AR AIF 5T v A B 35 20 25 W il % L HbA T e |
Wi He (T 5K LDL-C 3k bR 3R 25 47 3 ™ 4% B 1
., DN G I DR EZH & 5K F 3545 38 ™ 4 Bl U5 21
BT AR A T4 (71.4% vs. 34.8% ,P <0.05)
ST IR Ay 3 3o e A/ e A B S kAR R
B XA s BB R K R H R TR,
)it = A S iR SR 7 O 5 OB S R R e 24
INIOE 1= 1N 1 [N (1WA SN PP 19 S e,
IR, e A TE i

UEAFRVE 22 KA I ARG G 1 Z BR s s il
5 R AEWFIT AT RE TR ORI IE O B AR
G A AE ST M I L IR 2 o) AT LA 1
AR R & A s 8 Hoalk g, 7E Steno-2 LA
FEHVER X O L 1 fE B P 2, X T2DM 4 911
i H IR B U TR AR B T, SRR 5T 8
I RS EGRIT L, SR AL SR & T AR LI 2T
SN & I T I E S il il It N T = e
FIHEME SR B0 B A AL SRR P 4 ARy T I {0
M4 AN DN DR | [ 3 #2805 22 45 i % = 14 [ A1
50% , W] 4T o R 5 R A28 . T Steno-2
R G LT 5 45 SRR, SEGMIRITAHLL, 581k
LiA T AL AR BN BRUE R T R 12
[44m)/(min+1.73m*)] vs. 5.2 ml/(min - 1.73 m’) ],
HET RS W D 42% , 248 P AR I TS R 50% (P <
0.001) "', AHIFZE RSB TTAL ACR 75 4 4 G i

RS PIRETTAUE RS ] 2580 K DN BRI 0 L4

2413 g EMBIESE  HbALC kR Wi FE kA FFIK R AR LDL-C 4%  ACEL/ARB 3477
[n(%)] [n(%)] [n(%)] [n(%)] [n(%)] [n(%)]
JeRE B2 14 2(14.3) 2(14.3) 3(21.4) 10(71.4) 5(35.7) 7(50.0)
A% Bt i 2 23 4(17.4) 3(13.0) 1(4.3) 8(34.8)" 2(8.7) 15(65.2)
P 1 1 0.142 0.045 0.080 0.493
g5 1% 55 380 T B TSR T T HbTT BN 25 RYT [ i F IRy B =] D ARYR YT DN i &
[n(%)] [n(%)] [n(%)] [n(%)] [n(%)]
FUAE BT 14 8(57.1) 11(78.6) 13(92.9) 11(78.6) 1(7.1)
LI 23 11(47.8) 16(69.6) 19(82.6) 12(52.2) 11(47.8)°
Pl 0.737 0.710 0.630 0.166 0.013

T : LDL-C . {1 %% i g 26 11 -JIEL 6T 7 3 ACEL: 1 8 S ok SR FL A B I 39) s ARB : il B8 1K 38 11 SZAARBELYE 77 s DN 2 Wi R 5 5 5 7™ A BB D L AH L,

P <0.05



[ R P 2 5 24 7k 2015 4F 11 H 5535 555 6 8 Int J Endocrinol Metab , November 2015, Vol. 35, No. 6 - 383 -

A, TR A% BETTZH 4 45 BORZ K 8 T8
JURSEETT2H DN i R b ) B I ARG 3 3R ™ R Bl
4, JLHAE DN 531 DR (A h, ZRA G E
SCo Aot LA DN AR St ™ A B 1 T FiLA B T
P DN gy gk e, JUHJE DN 53 DR iy,
SE AT A BT T, WaR BE R eAh, ISR
R IR TR B 15 2 B2 PR 1 8 L KF- 8 T A% BE T
2, SR AR BT A GO 1 AR PR R S R PR 1
BRI 5, SRR E -5 .

UTAESRVEZ [ N Ah 3 %) DN B I R E e
A 6 R R EAT T IS, il DA K W PR e A L
AR a7 ILHS =7 L R s 35t 5 57 55 22 R R 25
SYERREE R AU SR B, W45 k5 T2DM
FLI DN (%3t Jeeph < A5G (OL Lk = 1. 027,95% CI .
1.002~1.052),

K228 PR G H P [ B S8 e am S
IR BE 2 DN (il R R 3, 2 H R AR &R
LS DN B2 RO BOGPETEER . & 1l R S0
BRI B A5 T A ML A i i 3 % AL 30 0 2 B
SEEE AR R IR 2 B NS
IS8 JEL R A A0 ML 005 A 4 o o A R T A
G\ R 1, o [T TS PR PR I TS 2R B Rl
455 M 154 mmHg (1 mmHg = 0.133 kPa) (& &
144 mmHg, 7] LU {8 PR A9 & 22 R T 30% 17
PR W5 IE R 97 A0 50 Bk 4 W 4 T AE 140 ~
159 mmHg b EE2R W 45 /N F 130 mmHg 2 28 K 1)
B BT 1 KBS Y T 38% o 7E 22 B R AL AL 3
# ACR. M5 WUEF il 2 L IfL£1 88 AT HbATc
Ji  FEERW A e 4 T 5 10 mmHg, 2R 3 1 5 5L
T XSS 6. 7% , &7 5K He 45 7+ 155 10 mmHg, 2%
IV A T B KU A 10. 9% 10 R 9 Al
O M BIRAT BT 58 2 B s 1) 722 S R 4 s )
IrerR (B2 T2DM Gl A8 A E FIOR I A8 I K AE A
SEfER R R L ARG 4 SRR 25 - DN E e 4
B RR TSR B35 5 T DN JEE R4, Z R
Logistic [Pl 53 Hr 45 A W , W4 e 5 T2DM 2 3 7
19] DN et ~r A5G, kPR e T LAY 2> DN
By RA M & &, REEIEEE = £ W], ACEI il ARB
JUE 22 B R 10 e | U/ R R i A 4R
B KU, o K 2014 4T 3¢ FEDRE O P 28 B s B
IR4E R 2010 4R E T2DM B G469 ) HEBl IR

g R PR R 25 1% ACET 5 ARB, BX& FHZ5 e
DL ACEI 5% ARB &Rk ¥ B Fe 25490 , [R) s 4 72 1R
IEH BOR40] DN J #1252 ACEL 5 ARB 677

B2 DN 1 % A 5 e R e 2 R G B D 26 L[]
VEFI 25 5, T L35 DN HAT T30 . AR5 %
T3 ANA 1R Z R LSRRy Birm K
WA BT T 50 B T T2DM L] DN AR 25 1l
L | OB A4, I AT LLSE 22 BL DN Rt ,
HJE DN 49 DR 09 B 025 5 R, A ot o 7 440
DN (B A7 4 BE VT T He — A2 T A7 HAT =2
AR PR

2 % X W

[1] Hakim FA, Pflueger A. Role of oxidative stress in diabetic kid-
ney disease[ J|. Medi Sci Monit,2010, 16(2) ; RA37-RA48.

[2] Consultation WHO. Definition, diagnosis and classification of di-
abetes mellitus and its complications. Part, 1999.

(3] v 2 BB R BT iR 18 B b B DR 445, 2012,20 (1)
S1-S36.

(4] i, Bh—ar, BRik, 45 DITHRRIX 2 TOME R &8 Ik
PR SRR RIS [T]. ARk, 2012, 51(1):
18-23.

[5] American Diabetes Association. Standards of medical care in dia-
betes —— 2014 [ J]. Diabetes Care, 2014, 37 (Suppll ) : Sl14-
S80.

[6] Gaede P, Vedel P, Larsen N, et al. Multifactorial intervention
and cardiovascular disease in patients with type 2 diabetes[ J].
New Engl Med, 2003, 348(5) : 383-393.

[7] Andrésdottir G, Jensen ML, Carstensen B, et al. Improved sur-
vival and renal prognosis of patients with type 2 diabetes and ne-
phropathy with improved control of risk factors [ J]. Diabetes
Care, 2014,37(6) :1660-1667.

[8] Amin R, Widmer B, Prevost AT, et al. Risk of microalbumin-
uria and progression to macroalbuminuria in a cohort with child-
hood onset type 1 diabetes: prospective observational study|[ J].
BMJ, 2008, 336(7646) : 697-701.

(9] BEEE, E 7 WM B0 AL DR s e [T ], B2 ik,
2011, 17(22) ; 3453-3455.

[10] Bakris GL, Weir MR, Shanifar S, et al. Effects of blood pres-
sure level on progression of diabetic nephropathy: results from the
RENAAL study[ J]. Arch Intern Med, 2003, 163 (13) . 1555-
1565.

[11] Hata J, Arima H, Rothwell PM, et al. Effects of visit-to-visit
variability in systolic blood pressure on macrovascular and micro-
vascular complications in patients with type 2 diabetes mellitus
The ADVANCE trial[ J]. Circulation, 2013, 128 (12) . 1325-
1334.

(Wi H $#1:2015-02-03 )



