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Impact of high water iodine intake on adult fasting blood—glucose

ZHANG Pan, SANG Zhong-na, SHEN Jun, CHEN Wen, TAN Long, ZHAO Na, WEI Wei, ZHANG Wan—qi

(Department of Nutrition and Food Safety , School of Public Health, Tianjin Medical University , Tianjin 300070, China)

Abstract Objective: To investigate the blood glucose level in different iodine status, then explore the impact of excess—iodine—intake on
fasting blood—glucose. Methods: Adults were chosen from Haixing County in Cangzhou, Hebei. Limosis morning—urinary and venous blood
were collected to measure the levels of urinary iodine. Chemilu—-minescent immunoassay was used to perform free triiodothyronine (FT;),
free thyroxine(FT,), and sensitive thyroid—stimulating hormone (sTSH) in serum. Fasting blood—glucose was also measured by glucometer.
Results: The median of water iodine in the excess—iodine—intake area (841.4 g/L.) was higher than that in the control area (12.79 we/L, P<
0.05). For adults’ urine iodine, the excess—iodine—intake area was higher(<0.05 ), with the value of 1 137.3(646.8~1 450.8 )ug/L vs 216.6
(146.5~366.9 )ug/L. The level of FTs in the excess—iodine—intake area was lower(P<0.05 ), with the value of (4.72+0.48) pmol/L vs (4.96+
0.36 )pmol/L. No significant difference was found in the FT, level in the areas. The median of sTSH in the excess—iodine—intake area was
higher than that in the control area, with the value of (3.07+2.17 )wIU/ mLvs (2.30+1.07) wIU/mL . And the prevalence of thyroid disease in
the excess—iodine—intake area was higher, with 43 (22.75% ) vs 8 (10.13% ). No significant difference in the level of the fasting blood—
glucose was found in the areas (P?>0.05). Age and FT, were found positively correlated with fasting blood—glucose by correlation analysis(r=
0.258,P<0.001; r=0.154,P=0.013 ), while the others were not related. Conclusion: Difference in fasting blood—glucose in water—iodine—
excess area and the control area does not exist. Yet further study should be taken in a larger population—based epidemiological investigation
to confirm the effects of excess—iodine—intake on glucose.

Key words excess iodine intake; thyroid hormones; thyroid function; fasting blood—glucose
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BERHT WHO (1999 45 ) HEAE BRI 2 Wibs i

1.3 %itF o KA SPSS13.0 b7 48143
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Tab 1 Basic information of respondents

25 Bk L it
L X 47 137 184

A%
44.59+9.45 1 137.3(646.8~1450.8)

PRI/ (pug/L)

JEEmuhx 26 49 75 45.80+10.31 216.6(146.5~366.9)

Statistics x=2.191 =0912 W=4648

P 0.139 0.362 <0.001*

*P<0.05

22 WARIET AR

22,1 HURBRICE K 31w i DX i Al b X
BERA AFEIMLIE FTs FT, sTSH K43k 2 s,
Mo FT, sTSH KV 25 %A Ge it 22 2 P 430 R
0.021.,0.001 , & HUAR AR T BB AH DCF8 bR P Ml 25 57 TG
GiiteEE .

F2 FHAIRBREERAR T LB ()

Tab 2 The comparison of thyroid hormone between two groups(x:s )

45 FTy/(pmol/L) FTy/(pmol/L.)  sTSH/(pIU/mL)
LB X 4.72+0.48 14.13£1.42 3.07£2.17
Al v L X 4.96+0.36 14.71+1.06 2.30+1.07
t 2.854 1.538 6.235
P 0.021% 0.070 0.001%
#P<0.05
222 HURBRBEATHI A ARE D, Bl

by DX FFBR g g s 23 e T e b X (*=5.763,

P=0.016); = il DX B 9 A8 28 FEOR o6 3 T Rl

Hi X (P=0.025 ), Hows HUR B 19 80 17 O A b X
STGAE L (P>0.05), 1Lk 3.
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Tab 3 The prevalence of thyroid disease

Woo WL Wy WYy Al

a1
A @) %) %) %) (%)

e L X 184 1(05) 4(2.1) 6(3.2) 32(169) 43(228)
X 75 1(1.2)  0(0)  2(25)  5(63)  8(10.1)
it (n=259) 2(0.8) 4(1.5) 8(3.1) 37(14.3) 51(19.0)

ba 5.005 5.763
P 0496 0327 1.000  0.025% 0.016%*
*P<0.05

23 AEFEE LS
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b DX v AL DX 90 A %o 5 35 W Y 7K T 43 R
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oy mlh 22(27.8%) .55(29.1% ) , 2 7 A G it2#
B X (x°=0.043,P=0.883 ) .
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Tab 4 The ratio of glucose abnormalities of different thyroid diseases
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b X 10 28 1 4 42 99
N 5414 0.436
P(Fisher) 0.032% 1.000 0.622

#P<0.05
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