- 260 - [ PR Yo R i 27 2022 4E 7 A5 42 %55 4 ] Int J Endocrinol Metab, July 2022, Vol. 42, No. 4

CFRIE IR R A

EFE X% W EZIRIT Graves /7587 B FT R &

%E MXE HEZF SPF
ARTEBRRTHETHELSER,THETESBFLIT, Ao ikf 210028
BAEVEFH 48 F AL, Email ; shuhangxu@ 163. com

[#E]  Graves Jig 24X FUR MR UE AN MR 42 PR R 3 3E 32 14 (TSHR) 7= A (48 FOBR B3 R
ZARBUAR (TRAD) B [ A —F [ B e e PR . EHT, ST AR 259 (ATD) 7588 J2 Graves i VA T Y
—L IR AR R E R — IR W TR, A SR B I R _E X Graves (IR E & 1Y
o SRIG N K2 % fE I 2R AT R R, — LB £ XT B ik EL 40 TSHR A5 1) G 88 S A HE [m] 254
DA B o FRBR AR B R 18 24590 B B AR N Wil B, AR Gravesdig (AT R HH I EE 287 ) 4

[X8iA]  Graves i ; 5 & ; Gy IH T s BUl ml

BEETR VL4 E W& TH (BE2020726 ) 5 VL4548 TUAE (@R 2 R = BB H (M2020102)

DOI:10. 3760/ cma. j. ¢n121383-20210412-04031

New strategies for the treatment of Graves’ disease based on risk factors of relapse Chen Ying, Ni
Wenjing, Chen Guofang, Xu Shuhang. Department of Endocrinology, the Affiliated Hospital of Integrated
Traditional Chinese and Western Medicine, Nanjing University of Chinese Medicine, Jiangsu Province Acade-
my of Traditional Chinese Medicine, Nanjing 210028, China
Corresponding author. Xu Shuhang, Email . shuhangxu@ 163. com

[ Abstract] Graves' disease is an autoimmune disease and caused by thyroid stimulating hormone re-
ceptor antibody (TRAb) targeting TSH receptor (TSHR) on the membrane of thyroid follicular cells. At
present, antithyroid drugs (ATD) are still the first-line therapy for Graves’ disease, but the high recurrence
rate after drug withdrawal has always been a thorny problem. In recent years, with the clinical demand for
low recurrence rate of Graves' disease and the continuous exploration of recurrence risk factors, some targe-
ted drugs for B lymphocytes and TSHR mediated immune response, as well as new drugs and new technologies
to improve goiter are emerging. Therefore new therapeutic strategies may be available to improve the manage-
ment of Graves’ disease.
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