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[ Abstract] Objective To investigate the relationship between serum free thyroxine ( FT,) level and carotid
atherosclerotic plaque in cerebral infarction patients with normal thyroid hormone. Methods From December 2016 to December
2017, atotal of 210 patients with cerebral infarction patients with normal thyroid hormone were selected in the First Department
of Neurology, Shaanxi Provincial People’s Hospital, including 165 patients with normal thyroid function and 45 patients with
subclinical hypothyroidism/ hyperthyroidism; all of the 210 cerebral infarction patients with normal thyroid hormone were divided
into plaque group (n=189 ) and plaque—free group (without carotid atherosclerotic plaque, n=21) according to the incidence
of carotid atherosclerotic plaque, meanwhile the 165 cerebral infarction patients with normal thyroid function were divided into
A group (without carotid atherosclerotic plaque, n=17) , B group ( with stable carotid atherosclerotic plaque, n=31) and

C group (with unstable carotid atherosclerotic plaque, n=117) . General of information (including age, gender, coexistent
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diseases, history of stroke, smoking rate and drinking rate ) and laboratory examination results (including TC, TG, HDL,

LDL, FPG, Hey, TSH, FT; and FT,) were compared between plaque group and plaque—free group, in A group, B group
and C group; and multivariate Logistic regression analysis was used to analyze the relationship between serum FT, level and
carolid atherosclerotic plaque in cerebral infarction patients with normal thyroid hormone. Results (1) No statistically
significant differences of male ratio, incidence of coronary heart disease or diabetes, history of stroke, smoking rate, drinking
rate, TC, HDL, LDL, FPG, Hey or serum FT, level was found between plaque group and plaque—free group ( P>0.05) ;

age in plaque group was statistically significantly older than that in plaque—free group, incidence of hypertension, TG and
serum TSH level in plaque group were statistically significantly higher than those in plaque—free group, while serum FT, level
in plaque group was statistically significantly lower than that in plaque—free group ( P<0.05) . (2) Multivariate Logistic
regression analysis results showed that, serum FT, level ([ OR=0.462, 95%CI (0.287, 0.742) ] was one of independent
influencing factors of carotid atherosclerotic plaque in cerebral infarction patients with normal thyroid hormone ( P<0.05) . (3)

No statistically significant differences of male ratio, incidence of coronary heart disease or diabetes, history of stroke, smoking
rate, drinking rate, TC, HDL, FPG, Hcy or serum FT; level was found in A group, B group and C group ( P>0.05) ; age
in C group was statistically significantly older than that in A group, incidence of hypertension and serum TSH level in C group
were statistically significantly higher than those in A group and B group, TG in C group was statistically significantly higher than
that in B group, LDL in C group was statistically significantly higher than that in A group, while serum FT, level in C group was
statistically significantly lower than that in A group and B group, respectively ( P<0.05) . Conclusion Serum FT, level is one
of independent influencing factors of carotid atherosclerotic plaque in cerebral infarction patients with normal thyroid hormone,

and it is significantly correlated with instability of carotid atherosclerotic plaque in cerebral infarction patients with normal thyroid

function.
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Table 2 Multivariate Logistic regression analysis on influencing factors
of carotid atherosclerotic plaque in cerebral infarction patients with normal

thyroid hormone

e B SE  Waldx & OR (95%CI ) Pl
AERY 0150 0.033 20179 1.162 (1.089, 1.239)  <0.001
FIiE  1.291  0.632 4.177  3.636 (1.054, 12.550) 0.041
TG 0519 0219 5627  1.680 (1.094, 2.579)  0.018
FT, -0.773 0242 10217 0462 (0.287, 0.742)  0.001
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Table 1 Comparison of general information and laboratory examination result between plaque group and plaque—free group

w3 ik e B fR I LN BH IR I A s W2 AR R
- (s, %) (n (%) ]  (n(%) ] (n (%) ] (%)) (n (%)) (n(%)) [(n(%)]
TeBEHA 21 478 +12.1 15 (71.4) 9 (42.9) 0 3(14.3) 2(95) 8 (38.1) 1(48)
e 189 659+11.7 135 (71.4) 124 (65.6) 27 (14.3) 56 (29.6) 43 (22.8) 68 (36) 13 (6.9)
t( xz) {8 6.675 0.000" 4.213" 3.443" 2.203" 1.964" 0.037° 0.136"
P1{H <0.001 1.000 0.040 0.064 0.138 0.161 0.848 0.712
215 TC (x+s, TG (x+s, HDL (x+s, LDL (x¥+s, FPG (x+s, Hey (x+s, TSH (xxs, FTy(Fzxs, FT, (x+s,
= mmol/L, ) mmol/L ) mmol/L ) mmol/L ) mmol/L, ) . mol/L) mU/L ) pmol/L ) pmol/L )
ToBEHeA 446+1.19 1.53+1.03 1.15+023 259+1.07 6.13+326 2566+1688 191136 4.68+122 1558+2.94
BEHUZ] 428=+1.06  228+0.64  1.15+029 249+091 586+2.13 2239+10.65 2.81+0.79 477098 13.06+1.03
t(x*)H -0.667 3.254 0.009 -0.521 -0.378 -0.869 2.967 0.367 -8.138
P1{H 0.505 0.001 0.993 0.603 0.709 0.394 0.003 0.714 <0.001

e TC= EHREEE, TG= =i Hh, HDL= Mm% EREA, LDL={NEEISEH, FPG= 2@ MAE, Hey= [FAREMZRR, TSH=fE FURIRHE .,

FT.= WiEs = MHDIR IR R 4R, FT,= WS HRIRZS, "k x M8
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Table 3 Comparison of general information and laboratory examination result in A group, B group and C group

Qﬂ?u W‘Jﬁ ﬂ:ﬁ% %‘@ l%—mlji ]’A_\‘i‘bﬁ *Eﬁ(ﬁ éérhﬁ:]gi n&ﬂﬂ /[7'}(@
- (x5, %) (n(%) ] (n(%) ] (%) ] n(%) ) (n(%) ) (n(%)]) [(n(%)]
A4 17 46.1 £10.9 12/17 8/17 0 3/17 2/17 8/17 1/17
B 31 62.8+13.0 20 (645) 15 (484) 3(9.7) 7(226) 5(16.1) 12 (38.7) 1(32)
C# 117 65.6+11.8" 91 (77.8) 80 (68.4) ™ 15 (128) 32 (274) 30 (25.6) 43 (36.8) 10 (8.5)

F(Ox*) A 19.688 2.428° 6.082° 2.570° 0.903° 2.513° 0.673° 1.083°
P{E <0.001 0.297 0.048 0.277 0.637 0.285 0.714 0.582
S TC (x+s, TG (x+s, HDL(xxs, LDL (xxs, FPG (xxs, Hecy (x+s, TSH (x+s, FT;(x%s, FT, (x%s,
= mmol/L ) mmol/L, ) mmol/L. ) mmol/L ) mmol/L, ) . mol/L, ) mU/L ) pmol/L ) pmol/L, )
A4l 382+1.17 1.63+1.18 1.13+£0.19 2.12+098  6.07+3.57 2699+18.39 1.85+0.99 4.87+1.29 15.6 +3.38
B # 4.66+1.18 1.21+0.57 1.12+0.3 254+£091 596+1.89 20.56+10.01 1.79+1.17  4.67+0.96 15.58 +£3.28
c# 434+1.16 2.04+124" 1132027 279+1.07° 5.86+224 2353=11.51 242+096" 4.85+097 13.82+2.66"

F(x>) & 2.860 3.354 0.015 3.449 0.068 1.604 6.104 0.389 6.516
P1H 0.060 0.037 0.985 0.034 0.934 0.204 0.003 0.679 0.002
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