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ABSTRACT Objective: To study the clinical efficacy of gallae xiaosan decoction combined with levothyroxine sodium tablet for
patients with nodular goiter. Methods: A total of 120 patients with nodular goiter treated in our hospital from July 2013 to February 2016
were enrolled in this study. The subjects were divided into control group (n=60) and treatment group (n=60) randomly. The control group
was treated with levothyroxine sodium tablet, the treatment group was treated with gallae xiaosan decoction combined with levothyroxine
sodium tablet, the two groups were treated for 6 months. The clinical efficacy of the two groups were compared. The maximum
cross-sectional area and the maximum diameter of thyroid nodules of the two groups before and after treatment were compared. The lev-
els of serum thyroid stimulating hormone (TSH), thyroid stimulating hormone receptor antibodies (TRAb), free triiodothyronine (FT3)
and free thyroxine (FT4) of the two groups before and after treatment were compared. Results: The total effective rate of the treatment
group was 86.67%, significantly higher than 66.67% of the control group (P<0.05). The maximum cross-sectional area and the maximum
diameter of thyroid nodules of the two groups after treatment were significantly lower than before treatment, and those of the treatment
group were significantly lower than the control group (P<0.05). The levels of serum TSH, TRAb and FT3 of the two groups after treat-
ment were significantly lower than before treatment, and those of the treatment group were significantly lower than the control group
(P<0.05). There was no significantly difference of the levels of serum FT4 of the two groups before and after treatment (P>0.05). Conclu-
sion: Gallae xiaosan decoction combined with levothyroxine sodium tablet for patients with nodular goiter have good clinical efficacy,
which can significantly relieve the clinical symptoms and signs, it was worthy of clinical application.
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Table 1 Comparison of the clinical efficacy of the two groups [n(%)]

Groups n Cured Markedly effective Ineffective Total effective
Treatment group 60 37(61.67) 15(25.00) 8(15.00) 52(86.67)
Control group 60 19(31.67) 21(35.00) 20(33.33) 40(66.67)
x? value 6.400
P value 0.011

22 MAERTEIEFRBETEAESEER EXERER
IRYTHT, UL R IR S5 i R B AR R K B L

2R TGHFE (P>0.05) 3677 5 , BI2H 5 3 59 HUIR AR

LEAT I RO A R K AR R AR TR T A, OF s

B AR T X R4 (35 P<0.05), L3R 2,

2.3 FWLRBITRTEMLE TSH. TRAb FT3 B FT4 /KL%
VAYTHT, PRALING TSH. TRAb FT3 J FT4 /K V2% 5

TGei2 75 X (P>0.05) ;34775 , 4L fLi% TSH . TRAb J FT3
AT BARTIAY T, FRIOZH 0] 55T RELH (2 P<0.05);
WHZELINIE FT4 /K P38S7 35 200 25K (P>0.05), % 3.
3 P

ST IR R S e LR 45k 5 2, RT3 DA 5
= SRR R T 0D T R R il R S s 1



IREYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Vol17 NO.13 MAY.2017 - 2479 -

R2 MARTHERRBEETEAEEER EXEELE

Table 2 Comparison of the maximum cross-sectional area and the maximum diameter of thyroid nodules of the two groups before and after treatment

Maximum cross-sectional

Groups n Time Maximum diameter(mm)
area(mm?)
Before treatment 91.24% 25.30 20.48+ 5.17
Treatment group 60
After treatment 5436+ 10.78* 8.25% 3.64*
Before treatment 90.47+ 27.31 19.82+ 6.33
Control group 60
After treatment 69.20+ 12.52* 14.07 4.12%

Note: Compared with before treatment, *P<0.05; compared with the control group, “P<0.05.
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Table 3 Comparison of the levels of serum TSH, TRAb, FT; and FT, of the two groups before and after treatment

Groups n Time TSH(mIU/L) TRAb(mIU/L) FT;(pmol/L) FT,(pmol/L)
Before treatment 7.12+ 1.08 1.89+ 0.71 2.56% 0.37 4.62+ 0.59

Treatment group 60
After treatment 3.05% 0.71* 0.56x 0.34** 0.07+ 0.02** 4.53% 0.61
Before treatment 7.54%+ 1.36 1.92+ 0.69 2.63+ 0.42 4.64% 0.57

Control group 60
After treatment 5.26x 0.89* 1.10+ 0.58* 0.14+ 0.20* 449+ 0.68

Note: Compared with the same group before treatment, ¥*P<0.05; Compared with the control group, P<0.05.
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