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A study of the correlation of iodine nutrition with SOD,IP-10,and thyroid

hormone in elderly patients with Hashimoto’s thyroiditis
Zhang Dandan ,Shi Nan ,Zhang Y an,Shi Lifang,Zhen Lin,Zhang Y azhong, Fang Hui,Li Jing
(1. Department of Endocrinology Tangshan Gongren Hospital ;2. Department of Neurology,
Tangshan Gongren Hospital ;3. Department of Anesthesiology ,The Second Hospital of Tangshan;
4. Department of Anesthesiology, Tangshan Union Medical College Hospital)

[ Abstract)Objective : To investigate the correlation of iodine nutritional status with superoxide dismutase(SOD) activity and levels of
interferon—inducible protein 10(IP-10) and thyroid hormone in elderly patients with Hashimoto’s thyroiditis(HT). Methods : A total
of 92 elderly patients with HT who visited the Department of Endocrinology in Tangshan Workers’ Hospital and 40 clinically healthy
elderly subjects who had physical examinations during the same period were tested for their serum SOD activity, levels of urine iodine
and IP-10,and other indices related to thyroid function. SOD activity, the levels of IP-10 and thyroid hormones,and the incidence of
HT were compared between the subjects with different nutritional status. The correlation between iodine,SOD ,and IP-10 was analyzed.
Results . Compared with the control group,the elderly patients with HT had higher mean levels of urinary iodine(216.63 wg/L) and IP—
10(194.41 ng/L) ,but lower SOD activity (92.99 U/mL). The group with adequate iodine had significantly increased levels of thyroid
stimulating hormone, free triiodothyronine, free thyroxine,and IP-10,but significantly decreased SOD activity. A correlation analysis
showed that urinary iodine was negatively correlated with SOD activity and positively correlated with serum [P-10 level,and serum
SOD activity was negatively correlated with the TP-10 level (r=0.662). Conclusion ;Excessive iodine intake is associated with HT in
the elderly. High iodine level can affect the thyroid function,oxidative stress,and chemotactic factor level of patients.
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A4l (n=92) 65.20 = 1.97 18(19.57)
X HREH (n=40) 65.43+2.35 8(20.00)
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F2 2HEBELWEIBRILRM(0:,0:)]

Szt Al (n=92) XitHRA (n=40 ) Siitmfd PE
TSH(wIU/mL) 3.78(3.08,5.60 ) 3.30(3.00,5.60) -0.975 0.330
FT3(pmol/L) 479(4.21,5.15)" 3.17(2.65,4.02) -6.061 0.001
FT4(pmol/L) 15.77(14.96,16.13 )" 14.17(13.57,15.02) -5.123 0.001
R (g/L) 216.63(188.57,268.83 )" 179.22( 168.78,186.40 ) -5.459 0.001
SOD(U/mL) 92.99 (80.25,95.16 )" 153.75(141.41,174.25) -8.377 0.001
IP-10(ng/L) 194.41(189.10,214.67 )* 150.00 ( 123.88,166.50 -6.763 0.001

1 :a, AT HEEE UEL, P<0.05

*3 WMARRBRIGEERE SHARRE LK ERRERM(0,,05)]
Bzt FeA HUR IR IIREIE R (n=77) HEAHE (n=15) Eapraicl PiE
TSH(pIU/mL) 345(291,4.48 )" 5.83(5.59,6.91) -4.866 0.001
FT3(pmol/L) 4.84(437,5.13) 3.91(3.52,5.80) -0.856 0.392
FT4(pmol/L) 15.84(15.36,16.13 )" 13.80(12.35,16.52) -2.986 0.003
R (g/L) 208.80 (174.87,262.31) 232.29(216.63,271.44) -1.841 0.066
SOD(U/mL) 92.88(78.00,95.16 ) 93.45(91.74,96.12) -1.676 0.094
IP-10(ng/L) 194.41 ( 190.00,220.90 ) 194.41 ( 188.54,198.17 ) -1.068 0.285
T ra, AR A L, P<0.05
F4 FERBIREZXEZKZEMRMLLRM(0:,0:)]

Bzt TR (n=64 ) WLEE YL (n=64 ) WUR 4] (n=4) Siititfi  PH
PRIUEL (ug/L) 242.73*(216.63,285.80 ) 175.31"( 167.04,186.40 ) 92.27"(91.94,115.07 ) 128973 0.001
WA B2 (%) 95.30 46.90" 25.00" 39450  0.001
TSH(pIU/mL) 3.70(3.09,5.90 )* 3.92(3.00,5.60 ) 2.57(1.35,3.29) 3.823  0.024
FT3(pmol/L) 4.94(4.35,5.28)" 3.92°(3.02,4.63 ) 4.07(2.85,4.79) 19.506  0.001
FT4(pmol/L) 15.92(15.05,16.28 )" 14.92"(14.02,15.63 ) 14.57(12.35,15.54) 4812 0.010
TPO(1U/mL) 93.73 (84.24,96.09 )" 18.01"( 13.10,60.00 ) 10.81"(7.00,25.41) 88.510  0.001
SOD(U/mL) 94.02(84.24,98.55 )" 131.88"(81.00,155.00 ) 182.50"( 83.07,186.50 ) 14526 0.001
IP-10(ng/L) 194.41 (180.70,214.67 )* 172.00°( 142.06,199.50 ) 133.50°( 117.94,152.75) 5110  0.007

T a, G HLE AL LS, P<0.055b: S Hl5E AL EAL, P<0.05
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513 1P-10 /KB IEAH 2K (r=-0.177 , P<0.05) , {HAH &1k
A, I SOD i1 5 1P-10 K2 FA X (=-0.662,
P<0.01), W5,

*5 WABERMEME SOD EMEM IP-10 BIHEX ST

PR SOD 1P-10
PR - -0.172 0.177*
SOD -0.172* - -0.662"
IP-10 0.177° -0.662" -

7 :a,P<0.05;bh:P<0.01
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