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Study on the Anemia Status and its risk factors of
children under age 5 in rural Hubei Province

GONGChen-rui SONG Yi CHENG Mao-wei LI Jun LIU Shuang

LIU Xiao—yan YI Guo—qin
(Hubei Center of Disease Control and Prevention, Wuhan 430079, China) = Ty

Abstract: Objective: To analyze the risk factors for the children anemia and understand the anemia status of
children under 5 years old from rural area of Hubei province. Methods: Food frequency inquiry method and 24h re
view method were used for dietary survey. Blood hemoglobin of 2312 subjects was determi,ed by cyanemthemoglobin
method, and the difference of anemia prevalence was analyzed in the 0-5 years old child I i &
area in 2009. Results: In 2009, the overall anemia prevalence of under 5 ye: i
prevalence of children from O0~6 month, 7~12 month, 13~24 month, 25~ ‘
was 19.8% . 35.3% ., 29.1% ., 17.8% . 14.7% . 11.1% respectively, i
month. The anemia prevalence of boy and girl was 20. 8% and 21.4%,
0.05) . The anemia prevalence of children from mountain region, hill g

21.4% respectively, there is significance of difference between mountain re
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The risk factors of the 0~2 years old children anemia were colostrum , allocation ( <6 month or

>6 month) and additives of supplementary food. The anemia of 2~5 years old children related with marasmus and

growth retardation. Conclusion: The anemia status of the children under 5 years old from rural area of Hubei province

was far from optimistic, the necessaryintervention measures according to the effective factors of anemia should be taken

to improve this poor situation.

Keywords: children anemia; dystrophy; supplementary food; breast feeding
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Fig. 1 The changes of body weight and energy efficiency in SD rats. * P<0. 05,
compared to ND group; n (HD) =10, n (HFD) =40.
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Table 1 The effects of HFD on TC and TG
in SD rats.
Serum (mmol/L)
Group
TC TG
ND 1.240+0. 164 0. 790+0. 320
HFD 2.883+0. 367 3.014x0. 942*

# P<0. 05, compared to ND group, n (HD) =10,
n (HFD) =40.
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Fig. 2 Effects of lutein on body weight and energy efficiency in rats fed with HFD.

* P<0. 05, compared to ND group; n=10.
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Fig. 3 Effects of luteinon perinephrit/abdominal fat index in rats fed with HFD.
* P<0. 05, compared to ND group; n=10.
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Table 2 Effects of lutein on lipids metabolism in rats fed with HFD

Serum (mmol/L) Liver (pumol/g)
Group
TC TG LDL-C HDL-C TC TG
ND 1. 103+0. 241 0.580+0. 176 0.184+0. 134 0.814+0. 124 1.01+0. 33 2.28+0. 87

HFD 1.905+0.367%  0.585+0.251  0.566+0.350% 0.722+0. 304 1.61x0. 15" 8.31+1. 92%
HFD+Lut12.5 2. 043+0. 544 0.527+0.192 0.515+0.487% 0.882+0. 171 1. 80=+0. 15" 7.61+1.41%

HFD+Lut25 1.679+0.397* 0.496+0.156  0.305+0.224  0.747+0.189 1.72+0. 22" 6. 77+1. 15"

HFD+Lut50 2. 064+0.583% 0.488+0.150 0.712+0.342% 0.773+0.182 1.57+0. 11* 7.66x+1.31%

# P<0. 05, compared to ND group, * P<0. 05, compared to HFD group, n=10.
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Fig. 4 Effect ofluteinon nonalcoholic fatty degeneration in rats fed with HFD.
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Fig. 5 Effect of luteinon insulin sensitivityin rats fed with HFD, n=6.
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