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[ Abstract)

some different ways, which include DNA methylation, histone modifications involving methylation, acetyla-

Epigenetic modifications regulates gene expression without changing DNA sequences in

tion, phosphorylation, ubiquitylation, and non-coding RNAs. Each modification may influence the structure
of chromatin and gene expression. In recent years, more and more researches show that epigenetic modifica-
tions play important roles in the pathogenesis of autoimmune thyroid diseases( Graves’ disease, Hashimoto's
thyroiditis) , which opens a new perspective for the pathogenesis of autoimmune thyroid diseases. Further
studies are needed to explore the action of epigenetic modifications on the onset of autoimmune thyroid dis-
ease which will provide new research strategies for the diagnosis and treatment of autoimmune thyroid dis-
ease.
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MO B 1, TR AR T, S 76 N B 4
G AN, G A5 P Rz 200 6 bR B A4 B L I I 4 i
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B ICAMI By 3k, 1M 2 5 AR IR R MR
B S —THRE ST B e IR R 48 R IR
BRARA Y ICAMI JE [R5 30+ X3 57 5 HY Ak g oK
YR W], ICAMI BEPR % S iR o 44 L3 1% — 708 bp
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ICAMI mRNAfZRIE R AAMIE . FR#FFERM,
DNA H B4R AT BEFE 445 Graves Jg f & ICAM1 JE A
F R RV . TEHTZ Wi Gravesiig B E 1 T 40
A B 20 35 1R BRAIG Y 2 AR ZS S DNMT1 3 35
(R U, [T ET IR i 245 4 8k S PR L 7 T K AR
IXLE AR il DNA HTBE AL 7K SF- K2 3 Jin DNMT1 ) %
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(2) PR 1 W« AITD 3 224 45 Graves Ji il HT,
KRG IR B o3 F WF 52 4 v F Graves g, XF HT FiI
GravesJjg f£ 2 WLt & & i vh 22 S B oE 420,
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