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FHE  BEIRIR CRCON 4k 0o 1L 08 FRERE 2 J5 B N AR = KR T2 —. BE{L Il 41 25 [ (glycated hemoglobin, HbA, )&
SRR PR L B R AR, AT PURHROE R B RS, B EZERIRARTE RN E. SEER Rt (ADA) S5 TR
ZY(WHO) T 2010~ 2011 FFEAH4RHEF H W BE RS Wi B bsuE, IR A HbA = 6.5% 1ENIRRIZIIYI . T EDCT HbA, 1)
WSO, WG AP R U 5%, R Bt 5 [ PR A TR ZE0E . R, i TR [ ZE ek, BB
YT RO 2 T D) i, AN—@ @R T EEE. ik, ASCZERT: a. HbA, MIEAREE, @0 T BEPr A& E Kb i
LR JEAr, LA RFRUE VLM T OCR: b HbA, FIRIRATIN, WER T SR MUZ M. S v Wy 20 e v o) i
s c. HbA, RIS, A48T HOR0 i AR I A A A5 . B 7R (R B N Hb A I RS 43 AR 1) % Je DA B X Ak

HbA A ISR e e (1A R S H

KR PR, B, RS, RO R
HRISHS Q51, R587.1, TQY3T

TR, BT ARG 3 S, IR
T A, DL 20T IO, B PRI &
A B AT B 1) A= B AR JeiiA T < —. Bl
Bl PR A 43 e — W A A R S5 SR, 2013 45
TH 530 B P PR B B8 i N BOKR 400 3.82 12,
Hodr 46% 1 B F IR BEIRE A AR, PR
AL NFAL 2013 4E ik B 510 )7, V% 6 B
A — NBETHEIRIG, S %0 = 7 S
5480 123K 70. MFERW CEATREAATH H LA
() “E DR, 80%MIBE R Sk BT AR IR
WANEZRK. HhREAA R | A RE S, &
AR E A,

W R 95 A2 Ji 5 25 0 WA TP P BV FH B 15 | F i
PEARB BN, IR RRIA LA 8% 25 = 01 2
A AU I T R A T, SR AN
TR R N, 11T O B s A, LR
WIIRE, SRR R DI AE M R AR Bk
2175 [ (glycohemoglobin, GHb){F Sy — Ffr 4l 74 f)
R, SR BN A Y (2~ 3 AN ) P33 i A
HEPREARRE, I ASRAERE PRI A P O PR O, 231
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Fig. 1 Glycation site of HbA, formation
B 1 HbA, EEUREEE

1958 4, Allen 5555 M A A A I H 4y
B9 L Bl owE R T OE R BN I 41 AR T (adult
hemoglobin, HbA)MI I, FekR A PRidi i 21 2
[, Hr 435 HbA,.. Bunn 25958 i %) HbA,, 17K
=TS0 A M, UE SR Ak i 4r B A
BHEMIEE | AR o T, TN o I
L TR A 5 o 0 2 W 1 0 DR RO 4 1 R R A AT
(PISERZ N, T AT IR Fk, L 23 I R
B 28 FH AN AT 356 6 ] 2 A L (Amadori) FEHE, K fa
SE IR 2 45/ B HbA (& 2). HAF ML, N
SERITHfE 2 A1 BEWFIT Hb B S NAT A . Bl
U, Zak R OG0 B SRR e A4 N 52 A
B 2 Hb giks%mi, ARBLAELL N AN 5T a0 o
0 S 5 B B W SR IR 5 1 A 49 5 IR 3= i A 3
R, IR AR BSR4 Hb %A AU s S A
IEHLs b R PR B 48 R 20 ARRIR P-4 1 T X
AE, AR TN N . ARSI, B
TR ASELET KA Hb T PUg g5k, S804
BRI 23 () G5 R RIIR B AR Ak, IS [N AR H
B PR HbA, (1T K.
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Fig. 2 Nonemzymatic formation of HbA

B2 FFEGRMELMIEARATE

HbA, EIln K B A HE BN, HNV TR
FIWFRF M EM . Koenig 55738 1 B 508 IR Wi A
HbA .« 25 IR IHE LSBT 52 58 ) R &R, S BCR A
HbA . 1 4 Bl PR 95 2 1 7K 1 1 — 00k 928 4 A
Gabbay S8 AT FUMBR & 2 AR D SRR PRI A4
P RS s IR A DG, AIESE T GHb(CHR )2 HbA,)
A B T S OB PR A B A SRR B (R 4
K. R ARAE 28 A 2> (International Federation of
Clinical Chemistry, IFCC)¥ 20 4t 90 4R T
0T HbA ARHEAL I TAEAL, IFF 2002 4 A
T HbA, A ) BR AR AEVERL [RS8 DR
214 1 br AL 1T K1 41 2 (National Glycohemoglobin
Standardization Program, NGSP). H A ¥ JK Jii
2s | H ARG PR AL 2% 1 2 (Japanese Diabetes Society/
Japanese Society for Clinical Chemistry, JDS/JSCC).
Swedish AHAREE N T 4% [ (15 ZAR AN, TFCC
NGSP 7t K Ji7 i 0] 8- 3 b 725 D0 5 25 R 1) E 1
R B RRGETEREAT T AN, IESELL BTy
ENA R (77 N T A

HDA, AR T AR ey, A8 A5 AR I A B
SEN)TIZ, 2010 AT 2011 4F, 6 DR IR 9 2
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(American Diabetes Association, ADA)5j 5t 14
ZH 24(World Health Organization, WHO)AH 4k HE47 1
H HbA, & = AE 05 B 12 Wi (08 bs e, SR
HbA,.=6.5% {E A IERIZ W) 24, Tankova 55019
T I F AT HbA o $8hs 5 HAHE IR 12 Wb 1)1
AHOCPE,  UESE AR A B PR Ma 4248 AR 1R m] SE PR A5
HIPE. 2013 48, L ARGENIH R T H — ARG
24 HbA, [ 104E, 5 HE M HbA, SHERE R, 2
Wr S L f R, BIAR T HbA, FeARZE IR RN FH 1
BN, (AT HbA o Al [ b v Ak 12 F F0 h
PRUEBERE ML T EA0 A 4R, Bedln, Little 507X
NGSP Fl IFCC 5T HbA,, brifEtb (1 TAEHEAT T 7]
Jit, Fi& H HbA o il BEA IR & i LS AR HEAL IR S
CUAG & B, (IS8 35 A TARE AT EE .

PRtk e B on JE AN AS DA RS 2 A, A
HAENGPRHE ™ FAF /e FME. T GHb. HbA, 45
FE, AL TR E GHD 18128 FZ ik AR %)
ME HbA, [ S ieid KB, 1R85 Lo/ Tk
BAE, AT g TT WU A R A W v A AT I
SE, GG T ImPR R e 02, B PR
NECHOE, N B SRR IR S, Bk
I NFF G S A 5 MU HPRGL,  HbA . RIS A
W 4% (point of care, POC) Lk &L iz k. Hujih
[ H 1P HbA, BT A 90 4 45 58 22 38 F] T = 97 AL
Ky, H A RS2 AT INE A (1) J5) BRATY 1 FE 2218 .
FAAE M 2038 A A D e o5 S L F 2 A4
SRR LT T R 5 R as, 4%
5T HbA, &5 Dhfe 215 B, A5 HbA, RII
RS R e v BRI BT R 2 IR SR D) e A A
JE %) W] HbA,, 588 PR JF RORE AR G M, #2271
HbA . KrllFe bR AE A PR IZ W 1697 (48 S {H.

HE DG T HbA,, IBFUE PR, TG 4k
(b RAERSIN 732, HAS I ot & 5 [ BbR v R AR AR
KZERR. [, TR )22 5k, [ Brbnite
PrHEFE ) HbA,, = 6.5% MK IR 1Z Wi b) st A—
SEIE T E R, g, ARSCZEIR T HbA,
R E BRbREvE s JURD S bRUEE S H AT IR
FRURIRS L, Ak HEdE b [ HbA, Al
HERR DL BRI 732 R B A B S

1 HbA, FRAEE

1.1 IFCC /&%
5 GHb(ELFE HbA ) M7 &5 0 S fb 2= 1 ot

s R, WFFCN BLTt T — &R 51 ) GHD il s
2 B A OIS kA SRR, S
PR, XL TT LT AN R] RO AG I S5 B A 5 hk
Z(UNE T A HIEE N HbA o SR SR X Rk
GHb 5), (E#HAEZR MG LU TP 3= 45 7 1
R EZER. BT RETENZERE, FEAR
SIG 5 [ADRE PRV IILAE D5 &5 2R AR A L EE A A A+
Sy PRHE. 9 I B 2 2% Little 250K FH BH B 148 4
HPLC J7i3:AE hZ % hritE, HR T 7 Mk A A as
R AS 201%) GHb 25 8. WFITUESE T 1k 2 2% itk
ks, PSR AN GHb Kol 7 i A 45 R mr
PO, ATHRENS SEAF 3 ] T I A2 IR,

TEEE, 20 Tl 90 AEARIE B il AR A 2 1
S(IFCO)ZL & T 301 T HoA . ArtEfb i TAELL, JF
& T T HARMETEMEIE. H2%, IFCC W1
K% HbA 8T WA )5 S, R HD 1482 4
B BRIt R S A A S, R A AN T I A
W RS E 1. i, R E X, ot —
T HAT HbA, o B0 PR N VEGE LN 30). e
IFCC I8 76 A 1R Y0 il 3 4 b v S 56 5 b 25, %)
ISR B AT VRS, RS A R w5
PEL RROETE SREE L. 07 IR AL 2002 R4 2]
HFSEHE A B, ORI HbA, . (0 FE B bs i
7P TFCC Azl HbA, I R AR T
11 I R

e HL EDTA A1 2 0 771 Ak BEHT 8 1M, JE it
B0 L BRIALE LG 2% 0T, AR ISR ZL A0 D
WIS 10 FFARFAR A B ER KIS U 2 Ik, BAE L4l
75 37°C 5 10 f5 AR A2 2 8 /KT 75 JE AL 4 h,
B0 It BIE LA R HbA 19K SN A (G R 8).
DORRZLAN N 5 B AR . R B Ok E
o0 MR S 2 AT B A B . R A A AL
(10 mmol/L) LA J Z B 2% ¥ (50 mmol/L, pH 6.2)
(At 28 WCKE LT 2 A R RE 42 50 /L.
1.1.2  HARR

W IMAE (2 g/L) 5 4 8 (0 4 BR # V8(Gllu-C,
20 pg/L){E B R #% ¥ (50 mmol/L, pH 4.3)H T
37°C T 18 h, DL AL 152 B BE Ui
IR T JEAE-20C TRV VR E% A% 240 SN
1.1.3 B RN IR 3 e

o RO AR a3l - WIS 52 53 (high performance
liquid chromatography - electrospray ionization mass
spectrometry, HPLC-ESIUMS)B¢H%: RH LR A
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F ok [ 5 A0 A HPLC A, HR ol 0.023%
=9 OIR - CINE AV BEAT B EEDE G, 75 5~
20 min I 1] DX 1] P (R 355 B j 73 1E N ESUMS. & 4t
DA 22 B - 4 A8 RS DB B Ak DL 2 AR B 34k B
SN IRIAO B, ATIA3 3 HbA, 2.

e OO 53 - B 4045 LK (high performance
liquid  chromatography-capillary  electrophoresis,
HPLC-CE)tHi%: RH Cys Je A HPLC HEAT 4] 5>
B, 01%10 =L - O 90 i AT B0 B vk
Jii, WSCHE TR T 15~ 18 min IS Ja] X 8] P 45 21 (1K Bk
B8 J 4 CH Ak AR BB e Ab B B 200 /S IR I VR &
Y. TR RET DR 0.01 %I = LR KE
WA CE KE, RN 25 kv, 20T, LA
H;PO/NaH,PO,(pH 2.5) 4 Z& M 11 4 A1 F HEAT K 41
Sy RS, AR 214 nm MR I e Bl AR DL KRR AR
b B BRI /N IR AH G

i1 IFCC ik HA m B e, seHERR
FEHR )Y 14T 2K 1 (hemoglobin S, HbS). L4 8 H
C (hemoglobin C, HbC). fii JL IfiL 4T & [ (fetal
hemoglobin, HbF). LA ZHE LML Hb 25119,
IFCC J5 VT 43 21 1) HbA,, $0{H fig S i HL 3T s 4
. Weykamp 550258 ok 0P ARAHERE SIS 6 R 14
ANFRUESZIG S SR IFCC J7vk, % He gl kA7 iR
ERNGE, 45 FAUESEZ I (bR Sl Sobs e T7 1) B AT
Rarmtasett. 2R, T T A B & s &
Bt W NN AT 0 il R I A
Koo ARITFIRIRNH, 534745 — 5 SR PR .

1.2 NGSP A%

NGSP Hiar T 1996 4F, 5 IFCC K48, it i
LB HESG M ARG, WA HbA, AN ik
KHG— 5 F (T DCCT &% hr e, KA
HPLC Bio-Rex 70 FH &5 1A A0 BT R HE, LA ]
JREFTINEE R BAT AT EE . 1971 4, Trivelli 55R0
KSR A8 LA Bio-Rex 70 PH B 148 e (73 v 73
ENRCYNYYSE TS PN NSRS ST i RA N A SPE
HEATR I, 5206 % B HbA . & & 1% 384> 2 1 1)
75%~ 80%, [FI I I HBE IR Wi N GHb & = 5L AN
I NI 2 £, AR IEAFE SRR R, LA
S 53 25 e R o6 PR B L AR ) . 1980 4
Schifreen 5P 0 F I () U 1% 07 EAE H ek, gt
3L T {f ] Bio-Rex 70 #4 i 1 FH 2§ 1 HPLC %, 4t
XF HbA | AT HEAT I . s Inid w2 Lu gl 16 L1
PRRARTL T 45 AN 1], I I 2 ) S 3ol e 4 v T

K2 B RORE A 1987 4F, DCCT RE XK TLL
Bio-Rex 70 4 I A7 [l 5 AH ¥ FH 25 128 4 HPLC 14
Z: 2 1R E HbA, AT AT M4 B iF 5. DCCT
) Bio-Rex 70 #4 JIg B &9 -1 &2 45 HPLC % I H {4 4
fER

1.2.1 IR &

HU EDTA Ut i Fe ki, 5500 25 6 1 S 5 5%
J. DURR 40 il i 2 A5 AR AR AR B R UK U 2 K
RIS L B0 LB DI SRR NSRRI &
FFK, WRTTRA] 1 min A4, BRI
SERBIHR, WA 1 min 520 L LR
BRSSO L 1R = B S R E )
B HLE 37C ik 6 h BL L, LLBRZ: HbA,, ATYK R
4.

1.2.2 HbA, 533 M HoE &

Yo BTN 2 IR RE 60 A5 IR LA v N A
Bio-Rex 70 A I 4y [#] & AHFH 25 1 HPLC #:+, T
B Ak 1) 2T 8 1R T O R A BRAG, BG4 A A
pH 6.8 [MIERRAN T4 A N AT UeE, 1M 5 46k
pH 6.4 (MR ZE R AR AL AL /3 VeI ok, 2k
JNUT 3 HbA s HbA« HbA,. JHIL{E 410 nm
RTINS B A A3 e, AR U AR (R AR AN
HbA 9. F 90 B0 I 52 1% 5 72 B AT v B FARS
Btk MERRRE . R R M DR AR BE R
B4, {HiZ )79 0106 HbA, 5 HbF. 2L HEE L
Hb. HbS. HbC FEGEATA 245 B0, i S EL
SE 45 SR T TRCC I 45 31
1.3 JDS/JSCC 7%

1995 4F, IDS #1JSCC &, HFTHA
HbA, [H Z AR UE 5 Z . IDS ¥k Ta&h
JDS Calibrator Lot 1 [#] HbA,, IR HEY) (% T % I
FE), FEHERER FLAE I H A HbA AT 51k (15 %
K HEYRe, 2 F JDS Calibrator Lot 1 #n#E4) h 2 1
M), %54 Tosoh BY Kyoto Daiichi % # HPLC # il
HbA,, 11177 15 Bk 4 i H A ] Py Al AR S5z v 17
HbA,, K5l /77%. 2000 4, JSCC Ji A KO500 %
e 1B 25§ HPLC 1A% L& #h HPLC, JF 5
IDS S VEVTE T35 19 HbA o K il A v (IR 5 4 vk
1Ifit ££)-JDS/ISCC Calibrator Lot 2. i it JDS/ISCC
Calibrator Lot 2 £ #E )7 ] KO500 HPLC HbA, £l
%, WA IDS/ISCC S bRt T . &7k R
ARGEE o RUE PRSP, e 45 s = T
IFCC W5E(E, {&T NGSP 5% {i 0.2%0.
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1.4 Mono S /3%

1986 4, Jeppsson ZEP7k 3 T IH i K H Mono S
HR 5/5 BH & 728 At 50 25 HbA, [ 777k, 2004 4,
GE Healthcare 76 2 & 7 A2 ¥ /E TP, FEAN A
247 Mono S HPLC J5i&H T-5ill HbA,, 34 2P
B, Horp o BLE I (%) Mono S HR 5/5 #1581 A
H 1) Mono S 5/50 GL AEHEAT T X LUAFFT,  UE S5k
HEJE 11 Mono S 5/50 GL AFRIINAS B H ELATpL e,
GE Healthcare Mono S 5/50 GL HPLC ¥2: [ H A4 4
L/l
1.4.1  #IAE %

L EDTA VEAPUBE A BB 7, H 14 pl
I AE, FH 700 wl 22 o (F7 4% 1R 0.02 mol/L,
Na,HPO, 0.055 mol/L, TritonTMX-100 0.1% (w/v)
pH 5.4) X AT M B 4, SRS TE 37°C T ik
30 min LA LB ANELE HbA,, #2003 000 g,
10 min) LA 2 BRA0 MR &5 4% 5T, 49 2R Hb.
1.4.2 HbA, 1173 & M e &

% $% Mono S 5/50 GL 1E 4 HPLC 114y & 4,
HFAE SRR 10 Wl WE R 2 ml/min, JE4T RS
FESEME, Vel A AR R8N 20 mmol/L 5 & 4
b4 0.2 g/L MR A, pH 5.7, Pelii B ¥ s N
T LiC1 0.3 mol/L [M¥ENE A #, 7E 415 nm FEZ M
O3 B R AY TR e K I DA T AR ) A 6 KN
HbA, K. %7759 R pH 5.7 HISREEET £hik

FEBRREDEE, fEUcA N, DUSRY Hb 73 ff R /B
TRY), Ik, R “HbA, VRS o RELL
B HEARNHAL o BE RGN ZHL, RIS
D ARREL B BEREIL o BE R, LK 0.3%MIE
SEHBEAG B BE IR, YAk, 1ZJ7ETT LK HBF.
HbA;. HbA,. LK LEEINA 1) Hb 55 HbA,, 7355,
45 B AH Lt NGSP, UL K& JDS/JSCC, HE#:ix T
IFCC e

2004 4F, Hoelzel 25k 3£ T T HbA,, Al
(1) IFCC triftik 536 HA, Ht 3 /NE F bk
R LR 35 (R 1 555 W E). 2007 4,
IFCC #4714 F§ mmol HbA /mol Hb 1E 4 HbA, &
HARE AT . Geistanger 5K FH 48 1124 )7 i34
Wi T IFCC favfEik 536 HA . Hidt 3 NE K s
L Z AN AH GV, AKHBTY HbA | ArdE S, HE
s T AR (E ). e R IECC g
HbA,, 1455 = 53 mmol/mol Ay #i R IR 12 Wik 5.
i WoR, IFCC e 25 RAE 4 Fhorikrh 8 i,
{H Mono S. JDS/JSCC. NGSP iX = Ff HbA, il &
JPERIFE SR LG R s e et S RIiFE S
PE. BT IFCC M V2 TAE IR AR 3, B
FALZE 2% B S 3% FE, Mono S, JDS/JSCC.
NGSP iX = Fp 5 vEAE tH FE I N AR 2 T T 2 AT,
Hepl A 5 R .

Table 1 Comparison of IFCC HbA . reference method with three national designated comparison methods (DCMs)
F 1 HbA, BEFRRAEZR =MERREEERILR

WARES P JRE LA FE X bR 2 5 [ B b v e 4t 2 2K
IFCC 7N RP-HPLC mmol HbA ,/mol Hb>
ES1/MS or CE %L
NGSP RE IE-HPLC % NGSP A, =0.09148 (IFCC A ) + 2.152%""
Bio-rex 70 (NGSP A, = 0915 (IFCC A,J) +2.15%)!
JDS/JISCC HA IE-HPLC % JDS/JISCC A, =0.09274 (IFCC A,.) + 1.724%"
KO500 (JDS/JISCC A, =0.927 (IFCC A,,) + 1.73%)"
Mono S Fif IE-HPLC % Swedish A, = 0.09890 (IFCC A,,) + 0.884%"
Mono S (Swedish A, = 0.989 (IFCC A,) + 0.88%)

R = R ) A R e R BT I
A IR 22 S0k Hb #EAT 43 25, HF ARXT HbA, B A
FEFerE, LS SR IIVEACK AT HPLC 4 11 (i
P (W1 (2 LI PE AT A 3570 LA B b
HEALAE i 22 O A5 I RR AE R 06 ), — 35 BT 43

“HbA, 0" Wl et 5 LAl IC Ik 20 8 TT R 1 AR B
A€ Hb By, LI E 45 R ARG T IFCC Gl fe
T[] B A5 = Fof 75 3200 [ — i B A5 10 B
AN
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2 FHMEHE

SEAZ MR 3 GHD 75 2 [ 36 AR Jr B SR H
GUBE AN IR 5 [ 2 AR R T Cn B IR 2R T R i 45
ACIRAE R o3 A 0, R R R S s vy ) e 3
ML ET 8 OB T TR B A e RE vl i 85, ¥
GHb 4f 5 fE 50 & A b, A SRR A0 M 21 8
Iy, YRE ) GHb By ilnd (h AR vE i, 5
R HDEREEN . TSR 2 8T il R 5L T
FEEE X HbA FEF DS, B HbA, 4b, AN A1
(OBEAL =PRI RS SRR 45 Aok, DRI
Frilix; % 4 GHb.

R EMTIEAZ 41 HbF. HbS. HbC. I
1k Hb. L WEAk Hb 251 21 2 (128 J AR (R 2) 11 5%

Wi, XA RS B Ak, IR T
HbA, L, AT AEL Rl HbA, FEPEME, AT 52 i il
SEAH. T SRANZ BT O R L (AT 5 I e e ik
gity, WREMAAEAS TG, KISERZEHT
EH NSNS V2. Yatscoff 25U i % H £fh /7
X AR E] HOF &8 (1%~ 20% 4 I 21 2 1) (K FE
i GHb & S AT E, ESE HbF IAE{ES 0 5
A HIFATIN &5 I A R, 16 SRR A )
TCH T4, Weykamp S5 H07E 304 HR 0 Il 210 25 (1
AT RN WAk, AR5 4 iR R A
HPLC. SRANZHTLL Rl 5 200 1 i GHDb 5 &t
AT, 453 BRI el 8 0 B R 2l 2
THEE AL, T IR G 95 2 AT i
F .

Table 2 Common Hb varients and chemical modified Hb derivatives

F2 RLERFIMHLA, MEMRTEMAELURMLEQITEYE
ML 208 748 S A ML A MG (0aB2)
EX gk EX gt
HbF Yy, F L1k Hb BVall-NHCHO
HbS (a35) BVal6 LAk Hb BVall-NHCOCH;,
HbC (a,3,) BLys6 HbA BVall-N-fructose-1, 6-diphosphate
HbD (a3,) BGInl21 HbA » BVall-N-glucose-6-phosphate
HbE (a3,) BLys26 HbA,, B Vall-unidentified carbohydrate

1 A R R S I ¥ N NE 2| I RARE A S
FEART AL, SRRENTEE HA LN a.
I A7 FEFT Il s S5 R C W Ry, Ao
TOALEE JEBR IS A b, pH LU %) FLAS i 45
RGNS, e ILFE R A A7 IS TR LA R figh A7 30 B8
PRI &5 S e ms . DR, SR SERIEERAE D
DR N T, ARSI P T I () A 0,

Klenk %50 S FITIAT 15 55 & 1 A8 4 HPLC %
M5E GHb & & 14 KT b, S Jr & i 7 vF
i, 5K, FIRPROTVE TS RAH B
J5 B AR S (AH ¢ R E] 0.98),  [RII SEAIVEAT &
R UK 2R, #7285 R £ (variable coefficient,
CV)<2%, HLiF CV <3.5%, LW & ARz K
BRI T4, AT pHL (17 A0 0 JLAS I 5 i 4 /)
I HoR AT AR LG T B A # AT 50 ) T PR AR kAT
SORIHL. W50 I K S O 5 4 B ) GHD
JSCGT (058 B4y ) 4k 85K FH B 1 A8 #t HPLC AT 43
B, URSESR AL 2 B 45 2] GHb B L E 60% 1)

HbA,. 1 40%[F)#E 1k HbA,. Little 2515347 7 4 1fiL
I PR s A7 I T) ARG fidh A7 B4 455 6] 8 1 A2 #: HPLC
B ARV . SRRV VAN GHD &5 R 1 52
Wi, SEEHG 25 SR B 4 R b RSO ER A 38 DA K i A7 5%
PR3] B A kI e 25 SR AR AR, bS5
FEHTIE I E 25 R S/

S SERE MR E GHb A EL T8 A8 #e32s,
PN 7 A A BRI, A%k AR
FEAE— IR B, BIIR 5 GHb — Jolis 2 [m)ff &5
GRAR, BEIEATEE, PR Db
I VAT o 4 B GHb SR (1 45 4. SEse ik
L, GHb )&= S5yemmtid s e, Jf HLBE A& v
ZE R IR RSy TS, GHD e AT T2 5], 22
PR RS =LA Mg 4539 5% GHD SR (1)
g™, Klent 25 WIH b 6 R 45 5 760 R 5% F A i
ML R B ACH# HPLC 550 3, R />
i HbA . REBEfE/r i b, BHARRE b2l g —ik
eI Rk, W 2% R/ TG E K AR 1Y) GHb 45
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. IXPIATRE GBS, AT RS X SR Z AT
SE G5 RAR—E IR

SERNEFT NG Bk Sk GHb & B, i H RjE
BRI ZT AR (1 Fe hn 2 DL HDA, & B3 THA, [
PSR AL T g B T IR IK 2T, i
HbA, &, XA BRETINREZE, Sl
SE 4l IR P RIORS 25
3 REE

HbA,, SR IN A 36T B Ak 5 AR B Ak 21 2
FI G5 2 St v ARSI 7 v, LB iR B 2SR
B EENIR B R 1) HbA, P 5 HRy SR 45 5 T 1k
AR EYRER A, EEEixE AW
W FE ELIERALE HOA, 5 SO e F R Pk s &
[H B3R AE HbA, 77 5. XI5 2011 44 [E
A it 21 B A AR BUIR (1 T A 2R, 1 600 X
P el R HbA A, BRES A Hk Al 2,
37.2%, HoPEVEIAT 2 ik 28.9%, A7 fE .
H 2758 H T HbA, A 1) 2 A Gl Ly,
FHI S8 Ly mT 23 kg JRR 5L 08 i e 92 Y B2 10 R 2

I EE g,

3.1 REEEGREEE

P15 SPL 18 5 A 948 Vil B % s T ok YA R R ) (L 2R
Ll R A s LA, WHART
Brid, BRI AR Ak 2 T A s ik
FE, SR AL MOFRERE B T bRUE th el b, #ie
HbA,, 7 .

2001 4 A4 A s kA4 F R M AG IR HbA I
WAL AT R BB, WA
) 7% J 1) HbA o FRVE 5 (HDA . &5 & 0%~ 14.7%)
30 WG RFE A (HDA . 2 12 3.8%~ 14.2 %) AT I
(K 3), 2013 FEXIBHEEDP AR ey & =N
IFRUE T (4.4% 7.2% 13.5%), VA% RSB 08
REBEIRTE I HbA [RE S . i se 36 ¥ W,
SEREG ML R s, WRISEAE 4°C AR A
NRUEI A, HARREE M =Wl IR gt
S A5 R IC T RS (K 3). FF HLX BH & A 525
%055 ERORAH TEA LL R, S B s R
Tl 7V BRI 58 45 B W E A DG (P < 0.001, r = 0.994),
0B R FL Y i G 2 B4 B 5 I R S50 s e
1. Z% Ui £ (national committee for clinical laboratory
standards, NCCLS)ZK, Ref i /LIl K5 2.

Table 3 Comparison of HbA,, results by commercialized immunology assay Kits
F3 Bl eZENKENE HbA, ERILE

T LI o G s AV G H I L b
S 1 S 217 S5 309 S 450 L 51 S 68
&K% HDA, A CV/I% 3.20 212 2.10 2.30
HEl CV/i% 430 2.51 2.30 2.40
HIa cvi% 2.78
FFR S HDA, LA CVI% 2.82 3.60 1.50 3.50 1.60
HEl CV/i% 2.91 4.10 1.90 1.90
Hia cvi% 3.05 3.81
RIS HbA N CV/i% 4.10 3.12 470 1.30 2.24 1.40
HElM Cv/ive 5.40 3.59 5.30 2.00 2.10
HIa cv/i% 3.98 2.45
FHLBIME (mmol-L™) = 132 9 10.5 5.05 5.05
JIH4T % 0.225 0.663 0.22 0.292
#ERC 2.87 0.57
IR 1.8
] e 44 44

D 2T BT AR AR T BB, Fnr sk 45 R TE I 5.

3.2 GREHNE EERIE

G TR L R R B 3 (2 B A

55), HHIA HbA, PLiREi &, TR IER &
VISR, IR S HbA R R
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L. S A A BT A S SR, %o bR HE i 2
fifi € HbA,, 5.

RV G e 0 EE A0 Hb A (R BE ) e 3t
I R FHANEL, 2004 47 8 A48 S5 0N 52 7 R kAL
) HbA o bRUE T (4.7% 7.8% 15.4%)F1 30 431 &
FEM(HDA, &5 4.1%~ 13.8%), 2011 4F F H 414
WSE T 229 Gy IR FEA (129 41 88 R 2, 100
B 4 X HE ALY, 2013 I 55 890 4 T BT 22 B Bt 19
HbA, i~ T AR AN KCE 1 40 X007 4% bR A,
MREEEFVINT T HTLEBEBE 1 4E I 134 D085 PRI
A ] 100 Py BEFEAC. SREG & AR, SERG IR %
FEms ERELE. RN, (RS =W, fHer
FOSLIGTC W B (AR s WK 3), S
PR m. [, AL T %k S ki
FHEE TS, BT A5 S 00 S0 0B W9 A 5 3 BT e 1
HbA, U H AT 2 ARG (LA 8o (i ik 4 3
HXs Ik g R R Y, Y=1.0342 X +
0.1042, P<0.01, r = 0.997).
3.3 HbA, M fREE RS

B2 5 7 v AE HbA, I BA R N, A
ATTEE R 1) 1R FH O SO B TR HBA, A3 s
FE IS FH T ILARBUN . RIS s SR A, ok
2N TR A B AT 855 e AL R A
Wil HbA KM RIS, 32225 Ky R AL A
AP

2010 5= 1SS IE T i — PRI 4 2t
J 2R H S 4 7 8 HDA BRGS0 47 92 Bl A Jak
ar . BRI T (Hb $tiA . HbA, Fi4)48
TEAE— IR MEDIAR 4% I RO F AR R 1T, A AR BT R
(Hb. HbA,) S5HUiE 7Rz A5, 25l
T PR T T LA AR AL, T 5 | A s i
IR R . 12 5 ¥ A2 ) RGN 3tk 23 0% Hb
HbA, AT AT, PR M LB FR s ik &
HbA, &, FEPem ey Ry, AbAT Tk
17— 25Nk a. Wik e AR W i 5
EART X VAR E D Sy AN 7 A E IR NS i S 5|
TR G AR ER T T AR, B K Sk
T EIREE. 15 FR O O B i A B gl oK 4op
T BRI HE R 3 Y R I (VR A B RE 11 412
BRI K AR T, TRIISE T SR 2 Vs T b B
W, FEILRMY B 2 B WA Ok B A% )2
. ARG R R IE S Z A B R N, K ahoKk Sk
TIM G T ARRT. . A TIPS P
e TACKER TR, M N-FBET W

[ 5 G S PTR A W5 K 3 T TR PR 36 s . it
N- 56 T W W cls, TR Uik 5 e B ST ik
FEE IR 45 G A DR gR e (e KGR 0. BF9T
FKW, A Z5HEEK B 2L 1 A(staphylococcal protein A,
SPA)REEF R 3& PLak 43 1 AL X, /b Bl L ZE
S8 NPT AT AR X (P BT 7 45 4 1R D) i df st =2,

2002 4 Stollner ZFPUHIE T 45 & f0 9% I B K% Iy
156G ie 2 F LA HbA, ¥ HE TR 715 20 i A ek
. T EBAE N Hby HbA, S5 F B 38 57 1) firk
IREEAYE TR, PR 2R BT i i e
B AN I ) 600 mV AT HAR . Ak R,
il B A 1 56 R A MR A Hb HbA, 5% 1 BT
HIARAR T, 5 IR I3 s A DN HbA, P Hi
PR AL BEAR IC IR BT HbA, DU BT 25
W B RES R A AGEEIE TR, TR
F e N = AR A, FRAESMIAE T T et ol
ARG 5 R IEAR R HbA, M E 2 &=, A
RNARZ Y, AR, U B S 2 B
AR Z, RIFTE HbA, (& Bm. BARm)
HE, 0 8 e 6o L T 8 2 2001 BE 11 b M i (HDAL Yo =
0%~ 50%) M. LM, &7V R Y
I IGO0 SO .
4 B8 %

2003 4 Sakurabayashi 2553 5 AR IE T G HE 5L
S IE R A M (fructosyl amine oxidase, FAOX)H T
HDbA,, (R, B 5 Nanjo Z569°F 2007 FR1E T Fop
I Ik B %A AL B (fructosyl peptide oxidase, FPOX)H]
T HbA [RZI.  BEEIAE HOA, 1A J5 1 A 5K
BRI KRB =2 (K 3). a. Bf#: HbA, &
WA S I, 3L B B 6 A 1) G2 i 7K A e SR B
F 25 IR (fructosyl valine, FV)mli H b 5L 25 2 1R 41
% IR 2 £ W) (fructosyl valyl histidine, FVH); b. [
fiEft: SRR E LR L 5P (FV. FVH)Z FAOX,
FPOX i b S A = A= T A8 A S (HL0,) (L 5 5 X (1)
(2)): c. HO, MlllyE: AFR T4 H0, v H
A ZE RSN 5 TR IR I o, DT A o A DU b
1 HbA, £ .

HLALZZ AT IIE: Nanjo S559T 2007 4FH0E T K
H BAT Bt R shvE S B A, AT ) 25 I g i
PRI 2185 1R HbA,. %32 F 3 1 v 1 571 A 2R
by PR TR R - 408K [ (sodium lauryl
sulfate-hemoglobin, SLS-Hb), T 540 nm &bl 2 W
JCAE M E SR AL & . % HbA, R A
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FVH, FFIH FPOX S Abi% & &M b Ak 241k e
PRZEFERT HO, &, MIiafiE HbA, 5 &=,
S S R AR UE AT R IE. T4 AL S IDS.
IFCC J5 052 ¥ HbA,, & 2 HL RGP £R MEAH G (v
B e g5 59, X:IDS ME 25 R, 7 IFCC M 5E 45

B, y=2.61X-5.04, r=0.997; Y=2.44 7-0.79, r =
0.998). {HJ& M B ARIM LT H [17E 2.6~ 11.2 g/L &
JUFEI P, W 4l L AP 2, MO PRI
Mt gD 20 f5FRE.

g HbA,,
EE

; FV FVH

FAOX ‘ ‘ FPOX . FAOX .
fifi i1l < Fuctosyl valine+O,+H,0 — Valine+D-Glucosone+H,0, 1)
l Fuctosyl valyl histidine+O. HOFPOXVllh' tidine+D-Gl H,0, (2)
Ny ctosyl valyl histidine ——— Valyl histidine+D-Glucosone
> ﬂ’ﬁ@a’% u yl valy +0,+H) y + u +0,0,
N | AW, DA-64

R KR A RS JCHERL I

Fig. 3 Scheme of HbA,. measurement by enzymatic method
B3 EEEET HbA, BEATRE

Fe 1AM 2. Sakurabayashi 25517 2003 )
IS0 HbA, SEATRIIN. 7 S0 A Tt ik B
e BYl, Rt FV, kI E 571 nm(500~
670 nm) AL AR T B SR L08R 1 R BE . 2R
i, FAOX fiEL5 4L FV /= £ 1 HO, &1 i 4 AL
Yl (peroxidase, POD)fiEML T, S5 N- & H
BEZAE -4, 4- TR TR B (DA-64) K
AN . FRAE 751 nm 4B 5E WG AE I E HbA,
A IE. MIMTHEAR R T HbA, IR H & . 2004
4F Hirokawa %5V I, 8% 25 5 B B8 (A spergillus
protease) BEMEMF Glu-C 1EH T HbA, /= 2 ¥ S b
IR FVH 728, H. Aspergillus protease /i~
SR E FV. B, ABATIFELCHTRT ST S
HCE T G GE HbA, (959, B 56K IR T Ak
M. ERAS FVH, PRl FAOX M B mLA& P A 1
RpE R AR T4, FIH POD fi: fk DA-64 55
FPOX i fif# FVH 7= £ 111 H,O, KA &t R B, T
570 nm A0 E HbA, . LKA T 13 MEA
IKAERE,  RI e AT Re s FBE 2 L /S KK A# A
FVH 1fiE FV, H HrbdE 8 Fr 0 7K il e ) 5.
&KL FAOX MU BE L R B BE & BL 1% : 1 FPOX
WERT/E TR IR, XREE A T3 2 Ik

frss),

H AT AL E HbA A e &g, Hrh
K H ABUKE 7 R A AL 1) 200 52 HbA,
TR G IAR 1Y) HbA, (1) 45 o] WY %8 IFCC,
JREE A ¥ HbA, 2% N FVH, 4 FPOX i {64
A% H0,, 454 POD. B0 FIHEAT e il 4G W0
2010 2 4% S AFE bR b AT T VY, 8K
AR BN, PN HbA & EALE 4.3%~ 12.9%
WPREEE N L RAFZetE. fiby. ik, & cv MK
T 2% [FIBCREF . BrgisE % C (< 500 mg/L). JH
21 25(< 400 mg/L) 55 T4 fie J1 i (Bh+5% A KL FR).
H 550838 RO R e a5 5 5L I8 25 A O,
Wt B2 ) A B A2 I R RS DU HbA, 1 75 3K (AH 5%
ZEII K r=0.99, P<0.05). 2014 4F Jaisson 557
X} Abbott 24 7 HE H [ — 3K VA AT HbA, 371 &
AT VEE, 45 R W oR HOR B st )
CV ¥IET 1.2%), 1F 3.9%~ 17.1% HbA . ¥ 5 H]
WR RN, 5878 s JopH (kR R i
FHICHE(Y: BV A, X B8 128 3 vy SOURH (B3
EME; ¥ =098 X + 0.713, r =0998, n =
109), "WIVE % IFCC, HA —EMHiTHae (H
412 <2649 mg/L, —MEH I <991 g/L).
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5 BDEF#EM (POC)i%

IT 2808 PRG5BS N BT 85%~ 95%
(TEP & RN E KT R =), 2 8 24 d
. ARRIANE RN TR, I LE
AR I T . T RORE R A I R A
bo T T BRgefn, BAAREME, WAEAUIE, A%
WA S, HIRIN, s FT T SR IR AR P
iR, —HRBERJEH, AHCHRAER = A S5
BESARPLRERIBUR, SR HEINE R, BRI T
IR MG, 2 T B0 PR B3 Bk BUE
B ETEHRAE ;s B AR I — S i DRI K
(R ME 5 R I LB, SECEEPLAEZ 4t it
Ah, BERIE S5 AR, NS, F
S O BRI s 1 v IR e ke 1R e 0 M A
P, FIREEA EORREEE. I 200 R i 58
Wr, Bets AR B T B SR, A
B AR A X PER S, DL SRE PR IR — 20 Mk,
TSI R 3 G AH O HRCRE R R A FUR e

HbA . 1548 PRI 12 Wi (1) 357 b 4 SR PRI AH DG
R A AR (P VPAL S50, R HER s IOHE PRI
B 2~3 AN H IR RO, 35 Bl i T
4 B3 G BEKSE. HET, 75 IFCC AT NGSP 4%
HbA  ARHE TAELLISE I, 3 TGRSR = 4
4, W@ IFCC TAE Y HbA, &0 77 160 %2 HbA,
TR RS RN BEUER L. AR, X4t
TR e B AR B, FFFRER AT AIRE
N AT ERAE, S TR BT A 2 sl o
MR, ANEA RIS . [mIR, Ry
RN, T B A I R R Z5 3, TG
I RAS RBHE S, 1T Re - E08E PR (112 Wi AR
ST AL, I s It

AR, AWM TR K E, PNEH
ALK I B 45 IR AT, HbA, 1 RIS (POC) 2
B H R R, T O RS I 2 K
HbA P R ER 00 138 4. AR SI2 56 =3 o Al o 2%
RIS INE A fE B At ERAERT A A lFE
B CHEAH LI = B AetE B b 7T 0
RLOIRIARCR ] HbA, (RIS AS YL, A Bh T A= R
IR 2 SR KT, IR RN 245 7 B BRIT 4R =
L3 5 0 PR 95 12 Wi FvAR 7 IR S . R, K
HbA, BEISAS AL 51N, A1 B8 3 1) 1 B2 Tk
hnlhe, FAREE MR, WA RE A, [F
IR e B ) 4R, HET, A HbA, RIS

I A6 1) LI i B OREORT LA 43 Ay 2 R ity
B PE ¥, In2it™(Bia-Rad). Afinion™ & Nycocard
(Axis-Shield).  Clover (Inforpia) 1 Quo-Test™
(Quotient Diagnostics) 2 K H 51 FIl (0 13 v 52 HbA,,
i, 1 DCA %&%)(Siemens). InnovaStar(DiaSys)-
A1CNow % J4l(Bayer) 55K H e i2:.

Siemens 2 7 [t DCA & %I 7 #7172 B - 1)
HbA,, BRI B 42—, FL7E 1993 4, Thai%E
I DCA 2000 285 (1) 43 AT 5 S = B 1 A8
HPLC JATX b, UF S8 5 B R A 3.9%~
13.2% 1) HbA, W JBEGIE Py, Al 4h 3R 15 50 560 50k
HEMLFHAM X IE(Y=1.03X+0.103%, r=0.99), F.
2% R (R 4Tk P AL TR)RS BE (o Anda I 1.3%~ 3.7%).
2014 4F, Zhou Z5E™VH i A ] IFCC A1 & 148
it HPLC % DCA R4 M AT I e, kvt
J5i [0 HbA, I 5E 25 5L, UF SERUE S [ DCA 4 HT4X
0 5 5 SR L% R A AT, 0 I R R FH 3K

Bayer A A [] AICNow R4 B A U2 — ik
BUN, 58 5 B2 AT HbA, K I 4%, 2006 4F
John Z5HH ot 5 S 5 5 M (111 HPLC J kAT 0}
b, PR T DU SRR R I A HDA RIS I 43 Hr
A (B F5 DCA 2000 F1Z5 1 18 A1CNow) I K I G
Jy. SEE AR EBOR, 5 148 AICNow 1% HPLC
T BT A IIMSEYEG = 0.93), (HHAL R AL
CV BIKT 5%, 1 DCA 2000 5 HPLC J7 i IAH %
PEG = 0.98) FIHL Iy« L [A]KE 2 B2 (v 38/ T 5%)
BT A1CNow. A1CNow* 23 BT A4 4 45 2 48
s, AHEGTEE 1A, Sl THAEP IR, Wb T
GRS | T O =W A v 1|1 TP 1 N BB N
AT, B TR R B Rk . I
Rrgs B 55 NGSP ARk 5256 2 0 e 45 FAH L, 3
HIMEGr = 0.988)FUKE % & (CV /N T 5%) K H#
_'[%[61]'

2009 4E, Selvin ZEEI%} M 1999 ~2006 4 [A] &
P 15 934 2 B AT M A N HbA,, (10 & 45 3
HEAT S8 vk o M, WESC TV 55 B HbA, &+ KT
6.0%M NELI 4 710 J7, KT 6.5%HIZ14 240 J7,
KT T%IZ1 0 150 J7. X848 FEA5 HF E A b 4
BT, HbA,, Er AR 0.5% R A] AR K52 M b R 9 1)
Wiz N BT, TG0 HbA, BRI 15 25 40
BRI Em W ik, FORS B BRI FE AT AR A7 AT
ZEPH, T IR R e 2 AR AT T BEXE SR R 9 1112 W
HIRZ IR 2. 2010 4, Westra 55206 8 Ff
HbA,, (1R RT A S 3 FlR FHAS R 43 25 J B, 2%
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IFCC WA UE [ 512 56 3 A5 I 152 2% R AGH M 8 ) 14647 X6 L
PEAG (PR 25 R L3R 4). ks NGSP IAEFR#E, X
Hf DCA Vantage™ 7} #r 4 F1 Afinion™ 73 47 1% fig. %
IRBIRRE, WK HFEEE. Bk, IR
IS A 0 5 638 TCVE B AR S 56 5 v T DR 1R 12

Wi, S5 EHE R B2 (ADA)FE 2010 45K £ 155 T
R e TR, $E 3 LL HbA, = 6.5% A MK
TRIZWT I, T IX AN (L 200 7E NGSP A E
S A A, DRI A B RSS2 B i 45 S a8
ANEHERG, AL LU T0 PR (112 e,

Table 4 Comparison of several commercialized HbA,. POC devices

=4 JLEE L HbA, BIEH G L4

e AT D5 J 3 FES R/l AU ] /min R

In2it™ Bia-rad T S A0 €3 43 1 10 10 % HbC. HbE T, 452 HbS A1 HbD T3kt
Afinion™ Axis-Shield IR = R0 (A3 4y 25 1.5 5 En Dt it i S
Nycocard Axis-Shield TR SR A 5 5 5 3 - S

Clover Inforpia TR R A 7 2 4 5 ek E
Quo-Test™ Quotient Diagnostics Il 515 Al (6 1% 43 25 10 3 PO T
DCA %7l Siemens CAVE PR 1 6 WK, Bot. HiRfE®
InnovaStar DiaSys G LR 10 6.5 St &A)

AlcNow R 7 Bayer Sl J= ik 5 5 WAL HE . SiRfES

FECOR AT P U IS A S 25 TGV 36 A2 M R T 12 W
TR, ARG RERFREORI AR, RIS IS
W S R A FL DN S Y i S RORS 85 155 7 T AT A 5 4
i, BRI R N K. 54k, RIS I
A EAAPOE 5. SRAESEIL R, BRI AR L,
HF & BB WRRSE. Xl fe BB R I
AR B TUEAVE R, DR A e B AT i —
KLY, B IO RE R K O AR SR ) AR
o, FWIE IR R ACE, DM A
SRR OUR AT 8T, TR AL AH DG H RRE 1) K
ERIRE.

Cagliero S5 ¥ 201 4 T 005 R 5 A A0 1T
TRUBE R N K9 RTINS 15 HbA,, 5 8 41 (POC £ l
RIHRURE B4 (SEEG FATINE), SR BTN Sk
By, EHE I P WS HbA, S IARE, ESK
T HbA . F5 8 1 S AT B 105 R s g 7T
. IR a R R, AT HRAL, B S ist
Y110 R AR S SN SRR B S s IR O, AR IR
PV S T R R RN R AR AR,
TR 5 B AR AR N HbA,, 5 f. Miller 200K 597
55 R T 5855 BE AL 43 2k 5 A AL R R 2 (B I s
HbA, Fr&), 7& 6 1 HbA . & & 1214k,
HGEE LU T s fogs sl i Nk, seat e 3
PR, HbA, Fri RISt (e g 5 0 s 4
MBS, RGBSR v E s R KE, A4

HETXF AL, HbA, (KR BRI K. iR P 1
WEFL, UESE T BRI X S5 7E HbA,, & = BN
W7 A A R BRI, RESAT 250 B S8 Pl
H S UK, B HbA,, 5.

6 HitSRE

B PR IDS LR e oAyt 9 ] Py 32 i A AT )4
R RimATIR 2 —, I ACRER AL B AT
FEE R F . HbA A R BT IR R 2 AR,
RENS A R G 10 PR N IR 2 R AT, o bR
6 IE RIE I KA . IFCC. NGSP. JDS/JSCC-
DL Mono S ZE A4 % T HbA . Kl J5 v i bR AL
TAE, e TG N HbA, 1E A SR 2 Wi
HIRRUERIS . SERNE. SIEIRIN L, HbA,,
R R e BRI T . A% B DL SR Y gy
HEH, b HbA R B4 IR Bt it 78 7 ).
HbA, BRI 52 46 A, AR PR JR 2 2 it T
(SE= 111K 8 U O S i) Rk < DOK i LB
WOVARITHE i, S O Rk S i 15 (1) A

HAT, AL HbA . BRSNS 283 Ak T
JEBTBL, RN AG IR i O AN IS S K
. HbA,, 7 5 AT B 22 Hd 2 10 T By AL
o, BB DS R N BB AR, TR AT
IR BRI S0, ZH HbA, BB RIS 28 11
W R, ReRs A A A B AT IR 2 B U K
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BRI IR, P T U DdE. SO0
T, SEATILRIIN SR i, RERGIRE S bl R 1
AT AR R R ML, 5K HbA, (B
AN ASCRAT RIS AR MU R ), s 42
FEA T (RIRE PROR S T B R 4 — 2 . AT TIA
N, MGk, HET HbA I D) RE 15 5.
AL ZH] HDA, BV A e v S (AT 25
Y2

2 % x M
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Standardization and Technology Development of Measurement
of Glycated Human Hemoglobin®
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Abstract According to the latest IDF Diabetes Atlas, diabetes mellitus (DM) caused an estimated 5.1 million
deaths worldwide in 2013. In other words, a person died from this epidemic disease every six seconds. DM has
become one of three major causes of human death after cardiovascular disease and cancers. Glycated human
hemoglobin HbA . is generated by the irreversible, non-enzymatic glycation reactions on the a-amino groups of
N-terminal residue Vall in one or both beta subunits of tetrameric Hb. Due to the direct correlation of HbA,, with
ambient glycemic concentration over a prolonged period of time, HbA,. could be useful in assessing diabetic
control for the long-term, and is also an important predictor of potential risks to diabetes complications. Therefore,
ADA and WHO recommended HbA,. with a diagnostic cut point of = 6.5% as a new diagnostic criterion for
diabetes in 2010 and 2011, respectively. In this review, we summarize: (1) the standardization of HbA . from the
global IFCC reference method and designated comparison methods in the United States, Japan and Sweden; (2) the
basic principles of HbA, detection methods commonly used in clinic including affinity chromatography,
immunoassay and enzymatic analysis, and their application limitations; (3) the development of POC technology for
HbA,. measurement.
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