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B4 /R 7 (diabetes mellitus, DM )2 — 415 R #0455 AL #1 i
& 52 2 BB P9 23 W AR AR L T B PROBS B (diabetic
nephropathy, DN) & DM & % /™ & H f& F & X918 #4 3F &AE
Z—. JE4 %k DN B & IRHLE 1 & M (UmAlb) B 91l E 212 i
DN B EE 4R U, AN AR el e E R
B EERG TR MG s, ReHAT . M LaEa
(HbAle) Rl K i¥E DM B & maiEHk FOEEERZ
— ASGES R HbAle F1 UmAlb #3431 5 DN &4 % B
KEo
1 #ERSHE
L1 EIRYER  wkERFBE 2008 4E 12 B E 2009 &£ 1 A1
BeAEBe DN &% 50 1, H o 55 ¢ 30 6], 2o 4% 20 4], 4F 8 7
32~78 % ,F1(55.6+8.2) % , f [ Af M 30 4], o B4 18
B, otk 12 4, 4E 7 30~70 %, F 1 (51.248.8) % . MM 2
TR FRRENERDTRITFEEL(PH>005),
A L.
12 gk UmAb KHIWA LBEREAYESERLF K
KBRERK, RAREEREESEKN, HbAle 1% H
Drew £ 4 PR Al DSS 43 #143, IGR A8 1L 20 ul, % I PH
FRB AR .
13 ZiitwE  RAISPSS 13.0 Siti i, i RBUEM ats
R CHBRLERA B, P<0.05 VERBERIFFEE L,
2 B#R

DN &% 41 HbAlc 5 UmAlb ¥y TR X B4, 2 7 A
BRI FEL(PH<001), WK1,

%1 DN A5 B4 HbAle 5 UmAlb £ 45 %

B HL B (xts )
HbAlc UmAlb
A5 B
(%) (mg/L)
f@ HExt R 4 30 5.0+0.8 19.5+5.0
DN B HHA 50 7.5:1.8 81.9£93.0
P <001 <001

3 i
HbAlc & DM j&77 it #2 ey 7 AU I e 8F i F b, B4
i HbAle ] AR B 2-3 4~ A P9 DM 53E /9 39 s o BE , 4
3 BRI 5E DM 424K 47, HbAle 4 B N BUE & M2 & F1;
b, 1 4 S B, R p R 4 TR S BB I AT 9K L R
WMERE JFEEERET BRI E AL, I EY
BTN R RIS AR R TABARME L. 0
VR P B R AT 0 0 i 2 b B A B R AL R B AN BR B
MEREMNFBEFEHRZ —, FHE DM % WHMH &%, DN #y
FREAREMOERE, EERE A DRI RS
/A T 95 2 BT BRY B /N ER BB AL, 19 A (albumin, Alb)
PAMABRER AR LN, FETAZARER, B
EASMEREAN 0%, R—HEHEGRGHALTE
Ho IEHERT, RAEWRAREH Alb 7] IR BHEH 40, Bt
R Alb ik B 3 R N ER E IR 0 BURSE R, E A
PR R Ab HE B & & DN R E R T E BB
AT R Alb HEh BBARE . A 1 TTHE] DN B # HbAle fI
UmAlb & T Xt B8 %, i 81 HbAle 1 UmAIb 732 it DN #}
i A EEE X, DN 5 &£ T K F 15 B REF RS
B DM % HbAlc 7K F 5 UmAlb 7+ 55 DN #9322
FUTAR X | X 5 35 R R PRV 45 1) A R SE TR 2 4 SRAR LM,
45 L ATiR DN BE e 0 E O 08k 5 i K Or
UK DM B & Bm e B VI K &, 3t W UmAlb & DN & ¥
AR ERRERE N EERE, KR HbAle .UmAIb )3 B
L3 F DN BT 2 Wi A 4 BB M0G0 EY, 4 5 R AT
Z IR F & HbAle #1 UmAlb 94, % DN B R IF M
BRI,

4 SEXH
1 PR, 8. IROR B AR E TR IR R RS B M2 (.
BB 2 2003, 26 562-563.

2 MR, S P TR 2EEARRBELE $ 3K fa.

% == R+ ,2006,351.
TR A% i (Fi#% 88 70)



.88 -
HbAle %5 R 2 fH ) 95% C1 F [R 4> 5 4 0.284,
0.337,P=0.000, HEZRHEHZIF ¥ 8L, BRE
I EE BUN A S r SBHK R GRS RELE
BENEES IEER BUN AEHL N ERHEZS
BB BUN JR BT/, B 248, T CarHb IR K #0
of ) RARE 0 , by e AT AE B BUN T 419 58
#y CarHb W BEAR, X85 ¥ 38 BT 7 6 MR /D 5
BmEESERM BUN ET &, HREEK, &K
& BUN it ] i 3B AR AL 45 i e E (9 CarHb, Xif 5
TRMBEN T WK, WREFF HPLC Hi&
U CarHb f & 2 H H UK T, PR RGN HbAlc
ZIRMEMHE S BUNRERAR S TR APIERR
G e 2R 5 BUN #9 B To 2 o #8 % 14 (Pearson
X ZE r=0.073,P=0.533), %8 BUN ft B # AR
HMPFERSERN HbAle R ESHE—HE,
FE DN BEASD WA REKNM HbAle R MM
5 BUN ¥ £ # Pearson #H 5 & ¥ r & 0531, P=
0.013, $2/R7E DN B E H P PR R G W 25 R 102
{65 BUN ¥R BE A7 FEBCIF A O 0 BUN MR % K,
MZE R 2 78K, B AT LAHED M BUN ¥ B Xt 4
DN & &£ HbAlc B8 BUN ¥ i 1935 fb i & 4=
HtERAL, X3 DN &% ) HbAlc B 7= Wk
WEIL . £ T DN 4 HbAlc 5 BUN R7EFEL
PEMIK, ATBE 5 BUN WREE S fi B 00 6, B TREA
B R R A R , %A %t BUN ¥ B 174 2 T 4
P& ZHFEKRM RSN HbAle #9275 BUN
WEHRR, BRAXHRNARZL, B RHUEE—
BHIRR
X TGRSR IBAR A, SREEEREE
#) BUN F+ & 454, #|H Primus Ulra2 2 fl 2 #r
HPLC % % #1 Bio—Rad Variant II iy HPLC % ¥ 3 #
ZGKN HbAle, BMENERLE EHER Xt
F BUN FH 9 B B E AR A, 6U95 DN B &, B2
R4 RE — %5 ,Bio-Rad Variant 11 Y
HPLC & 732 Z Go ki ) 45 AR o v o 013 P 88
TR ZEN M HbAle 45 R & 4 B 8 1 = a1 51

Chinese Journal of Clinical Pathologist, June 2010,Vol.2, No.2

EEE, 1552 BUN AGMBERES, NMHLR
CarHb %557 % M 4L & E MM X F BUN A EHE
TR E (R AR AR 77 3%, T REME A SR R
HbAle IR SESR
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