E PRt ¥ 207 2020 48 2 A4 41 %% 34 Int J Lab Med,February 2020, Vol. 41,No. 3 + 293

o E-
EETERRREIAREARNOESETEECODIZEENETN

Iee. R . E F. 2 K-
(B XRFWEPTLERFHS>EAERA, L& 201700)

i EBHH AR LETHHERKEZART M s (FBG) KT 64 0L, 3T 2 R AR R F b
S ETHEARLEG(HbAIO S Y amit by (MCH)Z MM £ 4, Ak KL 2016 59 A £ 2017 #
9 A EZEE 3869 14 849 ¥l 2K E AR A, % ml £ FBG.HbAlc, 5 #7 & R Fl o 4% 5 & F . MCH<(27 pg #=
MCH=27 pg %X #% HbAle K+ 2 F, MARMRK LA b, SAMRBERAFTEZNH, &R £
FBG<C(5. 6 mmol/L # 8 160 #] %X 4% P ,MCH<(27 pg #9 %X 4% HbAlc K+ 2% 3 T MCH=27 pg 8 %X
H B EFAGITFESL(P=0.000),122 FBG K-FI4 £ F L% it 5 &L (P =0.142); £ FBG %
5.6~<C7.0 mmol/L # 2 880 #] %X & ¥ ,MCH<(27 pg % %X # HbAlc KT 2 & T MCH=27 pg #5 % X
F, B EFAGITFENL(P=0.003) 422 FBG KP4 2 F A%t &L (P=0.119); /& FBG=7.0
mmol/L # 3 809 #] %X P . MCH<27 pg #) %X %5 MCH=27 pg #) %X & HbAlc #= FBG K-F ik, £
FH ARG FEL(P>0.05), & FBG<7.0 mmol/L & ,4 % MCH<(27 pg({& & £ A %), 1 HbAlc Xk
F AT 42 MCH 2t HbAlc # % a4 K & f 4549 - % (FBG=7. 0 mmol/L) & #f 4 % .
KER T MW tE; BiLhiLFZd; FHL@RLRETEET; KETAH
DOI:10. 3969/j. issn. 1673-4130. 2020. 03. 010 FEZESES R587. 1
MEHE:1673-4130(2020)03-0293-04 SCERFRIAED : A

Changes of glycated hemoglobin in low-pigmented populations in Qingpu district of Shanghai’
WANG Jinjin,YI Ping WANG Fang .GONG Qian”
(Department of Clinical Laboratory ,Qingpu Branch of Zhongshan Hospital Affiliated to
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Abstract: Objective To study the distribution of fasting blood glucose(FBG)in low pigment population in
Qingpu District of Shanghai, and to explore the relationship between glycosylated hemoglobin (HbAlc) and
mean erythrocyte hemoglobin (MCH) in different blood glucose levels. Methods From September 2016 to
September 2017,14 849 outpatients were collected and their FBG and HbAlc were detected. The difference of
HbAlc level between MCH<C27 pg and MCH=27 pg patients was analyzed under different blood glucose lev-
els. T test was used for comparison between the two groups,and ANOVA was used for comparison between
multiple groups. Results Among the 8 160 subjects with FBG<(5. 6 mmol/L,the HbAlc level of the subjects
with MCH<C27 pg was significantly higher than that of the subjects with MCH=27 pg(P =0. 000) ,but there
was no statistically significant difference in FBG level (P =0. 142) ;among the 2 880 subjects with FBG was
5.6 to 7.0 mmol/L,the HbAlc level of the subjects with MCH<C27 pg was significantly higher than that of
the subjects with MCH=27 pg(P =0.003),but there was no significant difference in FBG level(P =0.119);
among the 3 809 subjects with FBG=7. 0 mmol/L,MCH<(27 pg and those with MCH=>27 pg had no signifi-
cant difference in HbAlc and FBG levels(P >>0. 05). Conclusion When FBG<{7.0 mmol/L,if MCH<C27 pg
(low pigment population) ,the HbAlc level will increase falsely, but the effect of MCH on HbAlc will disap-
pear gradually with the increase of blood glucose(FBG=7.0 mmol/L).
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