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W E.BH @4 AR R AR B 4E-6-55 8 B A8 (G6PD) iE A 454 d 4r & & (HbAlo) M & 25 R 34T %t 547,
it G6PD 42 55 HbAlc £ 4., AiE #2012 8 A% 2014 4 10 A BN R xR4T BASH 171 #I4F 4 s B4 R
B IZ R A AR A WHO B drof 69 2 B4 k% & 195 6] (&5 G6PD #: 2 % 7 #)) & G6PD #: 2 & % 73 6 (&5 2 B4 &
T 9B 4 A A HE R a 188 4], 4 GOPD £k 2 40 64 ), 4 R4k GEPD k2 28 16 4], 4 A9l 2 HbAlc,G6PD & H .=
ML fo 4 (FBG) | il 42 42 % (IBIL) \ 4z tm i it 2 (RBC) . e 42 & & (HGB) K P # 47 %3t oA, &R Sxr@amit, £4 G6PD
# 2 41 HbAlc {4 .RBC.HGB % R ¥Rk, £ F LA %t 5 & L (P<0.05) ; 5 4 kw2040 bb L 48 fk % 4k G6PD #: 2 40 HbAlc {4 .
RBC.HGB £ X 4 f& IBIL & R 144 & . 2 F 9 B A %31 % & L (P<T0.05), B4R ¥ R &4 G6PD $ 2 40 G6PD FH 5
HbAlc KPR EA A8 XM, 8 &mA G6PD &M 5 3t HbAle K+ 2 fi48 % (r=—0.161,P=0.033), %45 G6PD #: % 41 G6PD
Eh 5k HbAlc K-F 2 EA8 % (r=0.324,P=0.005) ; ¥ %4 G6PD $: % 21 HbAlc K -F 5 FBG A8 % W . 4 fkmik G6PD s 2 2
# HbAlc &K -F 5 FBG % E48 %423 HbAlc K-F 5 A 5% HbAlc K-F %48 5 #9 FBG K -F RABM, i  G6PD £ 2 § %
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Abstract: Objective To discuss the relationship between G6PD deficient and HbAlc, we statistical and analysis the G6PD ac-
tivity and HbAlc measured results between four groups. Methods Chosen 171 cases of healthy controls in our hospital from Au-
gust 2012 to October 2012 as normal control group. 195 cases patients who diagnosised as type 2 diabetes(7 cases combined with
G6PD deficient) and 73 patients with G6PD deficient(9 cases combined with type 2 diabetes) were divided into three groups: 188
cases of diabetes group,64 cases G6PD deficient group, 16 cases of diabetes combined with G6PD deficient group. Determination and
statistical analysis their HbAlc, G6PD activity,fasting blood glucose (FBG) , indirect bilirubin(IBIL) , red blood cell count(RBC),
hemoglobin(HGB) content. Results Compared with normal control group.the results of HbAlc values. RBC, HGB were low in
G6PD deficient group, the differences were significant (P <C0. 05) ; Compared with diabetes group, the results of HbAlc values,
RBC, HGB are low in diabetes combined with G6PD deficient group,however the IBIL result was high.,the differences were signifi-
cant(P<0. 05). Normal control group’s and diabetes combined with G6PD deficient group’s G6PD activity and HbAlc level was
not relevant. G6PD activity and HbAlc level in diabetes group has a significant negative correlation(»= —0. 161,P=0. 033) .G6PD
activity and HbAlc level in G6PD deficiency group had a significant positive correlation(r=10. 324, P=0. 005) ; G6PD deficient
group's HbAlc level and FBG had no relevance; HbAlc levels and FBG had a significant positive correlation in the diabetes group
who with G6PD deficiency, however, the HbAlc levels didn't matched the real HbAlc levels and the corresponding FBG levels.
Conclusion G6PD deficiency caused HbAlc determination result false low, which leads HbAlc level don't matched the real HbAlc
level and the corresponding FBG level. G6PD deficient group's HbAlc level increased with G6PD activity's increase. Diabetes com-
bined with G6PD deficient group’s HbAlc level has no relevance with G6PD activity. Diabetes group's HbAlc level increased with
G6PD activity's decrease.
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LW R E EE, HbAlc U5 32 %52 240 40 0 3 R 1 5%
Wi T GOPD i =2 T 5 | J& 1 4 Ak 1o 38588 i A B 0 P W i, 6 2%
T BT A N 75 Ay (0 45 0 3 T 51 HbALe EmA%. B kA o
FE/NA X 4 ALK GOPD i 5 HbALc il & 45
PTG 0T R R R G6PD Bk = 5 HbAlc 36 &, Bl H
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1 #RE5HE

L1 ¥k BIAPRE 2012 4 8 & 2014 4 10 J 1)
FE12 W R R L 2 OB R i BB 5 L T4l GOPD B Z B
Wi IR £ GOPD 5 Z 35 3 439 ] g W 55 %f 4 Hovb x BB AL 171
B, 55 74 .22 97 B SF-BIAEES 46. 1 % L B0 & IR R R K 4
Fr B G6PD {5 HbAlc {if ¥ 1E & A9 8 BE 7R 4 2 5 0 R 4l
188 4. 53 89 il , ¢ 99 4, P4 56. 1 % ¥ H A B 1L
A 41GLCWHO) 2 Widm T HL G e Ath BT 2 00 JHF 5 il 25 2 K 98
M 2 BURE DRAG BR s Ball GEPD Be= 41 64 i, 5 20 f, & 24
B, B AR 31,4 2 3L GOPD il dEfE /N F 1 300 U/L HAE
A B R MR GEPD Bz 41 16 #1. 53 10 . % 6
i) - AE R 45,3 & AF G WHO & F BRI K G6PD it =
I3 1412 W A v L B At 7 et

1.2 U5 A £ EA K Variant [ Turbo ¥% 1k Il £1 & H
G B AR B Tt 2 ) e ofe SR R T S T R A R IR
Modular PPI 4= B 8l 4= Ak 2 B4, Ik 50 F 4 & AR A0 B 5 BR 2
Al A PR GOPD 3 5] K Fic 25 A o L B T AR S P T
ADVIAZ2400 4 [ g A b 3 B, BL & FBG 7] A i i L Bl 4%
ot R B, b 5T R 48 2 A 7 1) TBIL  DBIL i3 7] & Bt & £ 1fE
ml ST EE i AL 22 31 #E b 5 Sysmex XE2100 il 20 g 43 B A 1% e
Pe 2 AR R O o T S T R

1.3 FRARE RN FEHRRSE 10 h DL ELRA BD &
A AR EDTA-K, BA5 R M4 (L5 2 131114, 088 7 vk
9 2 mg/mL) Rl 2 mL T4 M AEA K, 40 HbAlc Fi i 48
M2 4381 s NaF/EDTA-K, H %5 R ML (A5 141105, B &k 7 v
BE 4 NaF 2 mg/mL,EDTA-K, 1.5 mg/mL) K Ifil. 3 mL T il
FREARFGM 40 FBG ; 21 4 4 % 77 F 25 3% 1M 4 (Jik 5 140601) 3R

I 3 mL A 5 BE AR I L 4 IBIL. A3 bk AR 24 HE Bk 5 I
VS I R A M bR A

1.4 7% £ Sysmex XE2100 [ 41 il 43 #r 4% &0 5 £1 40 Jifg
¥ (RBO) ML 21 3 M (HGB) K. 2R FH # 73 #t HPLC
¥ fE BioRad AR A WL £0 8 B A R B @
HbALc, A 5L 5 % O 3@ i 7 26 H i 21 & [ Ar #E AL 11X (NGSP)
TATE o HEAG I Ji BT 2 R 40 Ak 5 R W Ak i 200 2 1 T A o A
AN Xof BH 88 7 32 48435 1 1 W B R 7 S [l 32 43 OB 6 92 1) 8 1
SREES pH A AR 243 1 1041 26 K Uk vk B L 45 3 1f 41 2R
F 5 A R TS . SR A 400606 B 1 52 GEPD ¥ 1 . Al 4
G6PD I 7 56 B 15 K A7 A< 33E 47 4 0 /7 4 38, #E 2 [C Modular
PPI 4 { sh A A6 43 A7 A0 1 e H GOPD 3% 4, A6 ) Jie 2
G6PD 7£ NADP f7 78 i) 2% 14 T L 6 5 9 o 45 W 2E nl 6 % 12
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KO a2 G6PD i 1% . G6PD iE {5/ F 1 300 U/L
B A B0 00 sk S GePD Bl Z . SR b i
EAEVE T ADVIA2400 42 [ 2l 4 4k 43 B A3 1 30 7 0 7 25 1
W% (FBG) 7K. SR F LR 46 A AL L £ 78 11 7 ADVIA2400
4 [ 3 A A AT A L R 2 B I 4T 3 (CTBIL) fil 2 I 41 &
(DBIL)MHE , H sh 115545 H R 3 JH 210 R (IBIL)H .

1.5 Ziib2eabs o 5o B sk A SPSS17. 0 e 3 4k 4 ik 47
GEAT 4 AT 43 500 SR B ST R AR T B R £ RGBS | ) BRI S
53 Mt \pearson M 36 43 M7 55 IR AT AT A0 BT AT R R AT £ s
FR,P<0.05 hZEREAGIFHEX.
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2.1 XPHEA 5 i G6PD Ht = 41 HbAlc KT b B4l
G6PD it = 21 HbAlc RBC.HGB %5 ) g 3 % F 4 4l ,
EZR A FEE L (P<0.05), FE 1,

2.2 M4l HbAlc . FBG K HR BRI GOPD = 41
HbAlc . RBC.HGB 45 £ ¥ & #K THIRW A . 2 7 A & it
B L (P<C0. 05) s MR £ G6PD it = 28 IBIL /K- B &5 T4
PRAGHL, 22 7 A Gt 2 B L (P<C0.01), B3k 2,

*1 4 HbAlc,RBC,HGB & IBIL 7k FEb 8 (T+ )
451 n HbAlc( %) RBC(X10'2/L) HGB(g/L) IBIL(pmol/L)
X B4 171 5.3+0. 363 4.57+0.583 133.37422.216 7.6+3.63
Mgl G6PD = 4 64 4.340.594 4.3540.714 123.124+19.723 8.1£6.39
t 14. 257 2.137 3.086 0.552
P <0.01 <0. 05 <0.01 =0.05
2 2 Wil HbA1c .RBC.HGB K IBIL /K (z+s)
28 51| n HbAlc(%) RBC(X10!2/L) HGB(g/L) IBIL(pmol/L) FBG(mmol/L)
Ml PR 2 188 7.4+1.589 4.7240.717 138.05+19. 423 8.2+4.732 9.3344.63
W PRI £ GOPD ik Z 21 16 6.3+2.581 4.1240.746 120.50429. 910 18.8418. 498 9.4445.09
t 2.391 2.772 2.831 5. 203 0.078
P <0. 05 <0. 05 <0.01 <0.01 0.939
2.3 &4 AHE G6PD Gt HbAlc KFRLER X IRA G6PD Bt Z 40 1) G6PD i ¥ 5 HbAlc KV Ry L Jr #e K

G6PD I 1 5 HbAle KFE L5 RN Y =106, 84X+
174 2(r=0. 092, P=0. 237) . i & A E. 75 M 56 2 5 % IR ok 1k

Y=—21.294X+508. 7(r=—0. 208, P=0. 423) , }§ HF A H A
A E s BE IR AL G6PD 7 M 5 HbAlc /K3 f £ 1 5 R X
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Y=—45.331X+2 816. 4(r=—0.161,P=0.033) ., FH B A
UG B4l GEPD Bt Z 41 /) G6PD i 5 HbAlc K¥EHY
RPN Y=220. 32X —551. 46 (r=0. 324, P=0. 005),
Pi# 2 IEME G,

2.4 Widl HbAlc kKF 5 FBG %%  #aai G6PD ik = 411y
HbAlc /K ¥ 5 FBG L AH M, HEMH T BN Y =
0.299 7X+2.906 4(r=0. 235, P=0. 14) ; Bi R 5 £ G6PD ft
Ty HbAle /K V5 FBG RIEM KM HA&MH AN Y=
0.582X+1.731 8(r=0.575,P=0.016) ,{HH HbAlc KT 5
H 3 HbAlc K J FBG /KA A A5 A4 fir i 48 HbAle JK
AR FESE HbAle KF. WL TCULCE By o 3 5 2% 2% 75 M)
il 3 U ST

3 a9t ®
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MIEEBR AR Z — . 8 T X A 58 4 B 51 . G6PD it
ZHEMKRRBZEA—, ZECEFE VIR AR T — B
I PR BT 0 R BRI . Hb AL X4 FR 9 (1432 W7 R it b 42 361 104 W
W AR W B /AL R AR 1968 4 Rahbar™ gk iF 52
HbATc J& 4% IR 8 2 040 M b —Fh e % Ry I 208 3 . S 41 20
J M 212 B s R AR AN BT i A R Ak S 7 4. HbAdc
S ar A Y . 2009 4 36 DB RS & (ADA) H br & &
Z AT HbAle -T2 Wil R %™ . BT HbAlc il &2
45 R 2T B2 (0 R ), G0 21 40 0 TR B A5 AE L I B A& A s
B2 HbAle By J7 A BT A (6] o {4 S 36 38 [R) 4 o ) 25 2
ANEA M X2 IR E H AT AR HbAlc /5 Bl IR W12
Wb B R, B G, % HbALc I 5 9 5% mi B 25 30 47 BF
FELAIR 5230 5 HbATc Kl &5 R v+ |2, ARiE
FRU,G6PD it = AT 5| 2 HbALc {15 %5 I W AR HE 45 , A B 5%
NAHE GOPD k= 5 HbAlc B ERIBIFHIF .

Hali G6PD Bt = 41 5 % B2 AR L1, H HbATc {5 B W AR .
2R HA G B X (P<<0. 01) s 8 JR 7 £ G6PD i = 40 5 4%
PRI LA LG A s B 1 3R A L85 SR i HbALc H B8] B BEAL,
ZRE R E N (P<0.05 ., AT, Lit EHHRA 2B
WE BRI . 3214 1 HbALc # I 25 S48 45 52 8] G6PD {if 1t it =
MR, 5 B HbALe R AK, 5 Akter 2507 9 B 53 25 21—
X AT AR IR GOPD Bt = 5 51 e 4 Ak 1o 808 o i - 2021 40 i 5
A . AT BR, 5 X ALt , 24l G6PD
=4 RBC, HGB Z5 R ¥ i Mk, 2 7 A it 2 B X (P <
0. 05) ; 54 R ¥k AR LG 48 PR £ G6PD ik = 44 RBC.HGB 4§
SR AT L TBIL 25 50 /&5 » 22 5 B GE 2% = L (P<C0. 05), L
F 1.2 i, GOPD =z A6~ , e RBC.HGB /K B 2 1%
T G6PD e 2 A1 IBIL W B B & T G6PD JEft = AH¥.
HEM 7E GOPD sk = B B0 T o AR 7] B8 A7 L6 % L 8L 4, 1T 5 Bl
ZLE 5 OB 4 f b [ 406 T 2 e Hb A e 2K

ABFGE L R o % B2 BB R £ G6PD it = 41 G6PD
WS HbALc /KA HA AH 5 M, Wl R e 21 B IR s B
G6PD it Z 241 1) G6PD 15 HbAlc /K H A AH G, BER
4l HbAlc 7K VB G6PD i 4 B AIG 7 34 &5, X Al fig & th T
GOPD 1 P AR 2 5 | 2 4801 1 Y8 9 22 2 o i 4 1oz 38 ) v 5] 52
T2 Jn R A B e 7 AR 15 B HIbA L e 7K SF- B 10 A% 3 5
1o e B R B G6PD Bt = 4 HbAlc /KB G6PD 3% 1 it 188
1R T 34 55 5 3 T B 5 20 4N M SF- #5750 GOPD Bt 2 5 &

VARSI AR S R AE— A 5 K B, 2 GOPD i 1 A I 1
o EF o G I 5 7 2 T el 2 o T S IR B B v AR R HbALe
KO- T K E I Bl R % B R HbALc 7K P32 W 4
I E I HbAle KF. BT G6PD 2 58RI 19 E R %%
KN EE PN AT GEPD i M 5 HbALc K1y 3¢ R i 8
/1, Solomon % 3 , B SR B H LTI 2, 3- MR H
MR A ATP K5 HbATc /K52 50AH 56, X T 3% 40 i 2%
VAN N 2 10 £L A0 B ke T AT I A RN BN DM IR A HOR TS RE 1
1 322k, R AT DA TE] 3 A9 GOPD i 1 55 HbAle 7K P
SRR, GARPIREEIR — 2. A X L2014E . HbAlc K-
5241400 75 iy 52 TR A €, Albright 2V 5T BoR & K
25 AR B FEAR HbALe /K1, G6PD 6t Z 4 1) HbAlc K
U REAR, HbATe KPR REIR S & 825l 4 X
G6PD it = W) R 8 B IE t, 5 AR R 45 8- — 3K

Danzig Z60% % 90, 05 IR 9 4 3 G6PD ik = 19 2 % , HbAlc
KRG B MAEAS —3 . SAMRE R 3%, AHRERU,
Haf GOPD 2 211 HbAlce K75 FBG /K F- A AHAF . 743
VLT G6PD it Z 11y [ 3 Fo it & & & I A Bl R, H HbAlc
IKHRAS Rl R i H 31 5 HbALe B K — B isf (8] 9 1749 1t 4 7K F
ABFGELE RN B4 G6PD Bt = iy 3% HbAlc KP4 FBG
oS S T A IE A W5 IR HY G6PD Bt = i % H HbAlc /K
5 FBG S IEAH X "I A5 G6PD §t 2 5 ff X A58 4 W Pt
R R SA 6. BUE IR GOPD B Z #1776 K% 5 A & (I
M5 AN D PR G LA %, e E SRR 20 A AR
K. B G6PD 2 5 HbAlc Z [\ AF G6PD i Mok 25 T
HbAlc /K5 FBG Z A B AFHERE 5 R 2 I 19 K /& A ik —
HHE5E.
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