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[ Abstract] Circadian rhythms, an endogenous timekeeping system, play a fundamental role in maintaining physiological homeostasis ,
which has attracted widespread attention in research on the development and progression of thyroid diseases. The circadian system
modulates the rhythm of thyroid hormone secretion via the hypothalamic—pituitary—thyroid axis, and its disruption can cause thyroid
dysfunction. Core circadian clock genes are integral to key physiological processes such as immune response and cell cycle progres-
sion. Dysregulation of these genes may disturb immune homeostasis, promote autoantibody production, exacerbate thyroid tissue dam-
age, and even contribute to the development and progression of thyroid tumors. In this review, we summarize current insights into the
biological functions of circadian rhythms and the potential association with thyroid diseases. We aim to provide a theoretical basis for
circadian—based approaches for precise diagnosis and therapeutic intervention , offering novel perspectives for the prevention and man-
agement of thyroid disorders.

[Key words ]circadian rhythm ; thyroid disease ; autoimmune thyroid disease ; thyroid cancer

BT A (circadian thythm) J& 25 914 [ B i —Fad J AeFF R G, BT AR RENLE A T2 R 58,
PEBLH , RIS LLZY 24 h ok JE 0T 00 o9 DM A SRS B, T2 A W AE 4 B LT B 2V AR P A5 LLSRGE |, JF @ 7% 5 %
15 TALHE A AL ML B P LA i 2 4 Bk B SRJE TR IR M R 5% 5 22 S ML 2 [R) e 5 A i
WA PR O R R ey et

L B2 Tl AL BT 2 76 7 s RIS B ok
W SUSLEVR BT ERAORTRORE . AE —RRRERSEIONTI gy s Bt A AO TA . (00, SRR e ELAG

VBB EH A, Email : 1060071582@qq.com, TR A EEEL R, 2B RIFS TR . 202548 1 70

BRI 6 - U A B 5 3 31 ZFLIX, J9A 262 582 253 (1 KRB 43 B
BIEMES:#  , Email:xuying1977121@163.com. R AERAA 16.2% B A N 281 R IR IR, HAT 7.9% /&
HEWE: B g &AFEATTA (55 :82273574), A MR 33X — AT AN A 2 5 A A R A

I A, SO IR S e e g R AL 2 O AU &)z
FERI AR RS . BEE DT RIIRA BT AL 1Y



— 2 — ERERXFFR

Journal of Chongging Medical University

RS Z R 1) K A & R AR 56 R AR 22 B AE
B S e MRS K vh A T I R R S R T T2 56
WP, ST RN R RS R B A R BN TR
JE B YIAHSG , B PR ENF AL ORI TAES | 2 M ER T
AR IR 2R W U R R (2A 29, I 1S AFk i Bh &
HILK B354 43 M R T 22 Fh sh s R R G R SY , Bl R
B N TR B A TR R4 A S A AR T
2017 AR AG 5 DU IR A B2l 5 2R 4 s 3 R 7 1 AR ML
RS Y ARG SR, H AT BT 3 S5 580 22 [R] i (R
R R B TR TERRB B, T 8 25005 15 PRI
FT LA .

TENZ Z I B R A AR B R G5, NI R G 1
AR B KRR, B AL vl
PEBRLAR SETE DR (5 HE b0k, gk T3 2R E A AL 4
ARS8 I 1 182 ST e e 1 1 0 W 2
HR I 247 N o0 T FRE R AR L T AR LIRS T AR ZOK T
FEARG , NS i R R S5 2, the 2 0l B 7 e e o RS & A
TEH DB, e T A IE H A3 A PR TR A R A LR S 7
A, AT AR A T B R A T R KRS R 2 A
BE R E R Koo 145 958005 A5 AT 00 1 e A XU, H
PRIRAE R 37 22 05 N 43 IR A RS, Ho T pE
FEZ BT 126, BT, FUR AR SCBm 1Y B T fH 2 BRI
A R G5 A AR RERIE, LA B R 2 RS
SFUTAE KU G0 FRAE o Hi8 4 [ RS TR 8 A5 4000
7, B AT JE R FROIR R T R 5 B BB RN AR 2
TN 0.78% , N 1.02% , 11 R H R iG 1k 12.93% , 1117 HIR
JR &5 B FOE SR I F) 20,439, R A2 HUIR IR R
1) 2 95 R BEA IR B T v, 2 I LAE 2 i fb At & oy
SR T (1 2 LA B PR AR R R 0 RO 30 ARG K
2015 , 2022 4357 K5 10135 82.1 T7, i 484 3 f P i SR8
HAF R s w2 335w PR R D RE M Bom R & 5T
Bl 36 R IR AR Se e A B S AR, ORI 5T
PR, R IR D e RO BAR AL o] B2 BB R AR . B
BT R, BT T RE AR R AR 3% 1 40 A5
SO IR ] B 3 2 Y R I R S A R A A0 i 45
B IR S 35 R ek 10 1Y, 25 5 FER IR s 1) A2 9 LA o
M, RGBT A, JUHDE SR AL R 7R R IR T B
s B SEE I 2 1) (0 28 A, B B A B o SR
TERIIG IR M E . A S0 RGLR R B R R LR A9
SETRE RAEHLH], LS AR BRI AR B 5 IR A i A
gt & T 5 FIR A S 06 =2 (8] A s 7 DRI

1 BRVEERNEYFINERIBEINE

R AR W AR A BE E U A — i R R T L
il FR AR N T B R GRS R RE RSB AN RIS S (n
SRR R EYIAE) I T R AT R AR AT AR
SIS MHUATE 3 5 B AR IR R R, o, 47
FF B 22 X I # (suprachiasmatic nucleus, SCN) {4 715
AR AR AT AR R AR ALY, SCN 3@ 3 #f 48— P 43
BTG TEE RS SRS ASENE USSR E T

AN, IR RGeS ) — 3o

TEGF TP b BB O T — R AN BT
Z[BIJE B IR) 55 57— 0155 67 5 28 (transceription — translation
feedback loop, TTFL) ZE 4510, ULIE— & UL AY g B 72 47
FRERE DN 32 A BRI Y 3 M CLOCK (Circadian Loco-
motor Output Cycles Kaput, CLOCK) | B 7% 7 {4 Kl BMALI
(Brain and Muscle ARNT-like 1, BMAL1) . Period 5¢ Ji% ( Pe-
riod, PER) . Cryptochrome X Ji% (Cryptochrome, CRY) , Lk J&
REV-ERBa/B (Nuclear Receptor Subfamily 1, Group D, Mem-
ber 1, NRIDI/NRID2) %", %02 T H B, CLOCK
FIBMALL 8 FUE S I8 — AR, IF 45 &5 22 R ISR 5L 4 ) 3
F X3 E-box J¥ 81, #403% PER F1 CRY %5 3£ R () 5% 5% . i
J& ,PERFICRY 25 e UM T T A BIPE sUE &4, itE A4
JfLARZ 5 4 CLOCK-BMALTL A9 % 5% 3% 1, DT i 26 i 11y
BB PERLEN , AR BT Y JE 9 B A,

HE— 2P ST R, 25 OB PR TE T R R 45 v e H R
e BN, PERJEN G HAT 4 A MR DI RE : PER T EY
AL )25 R G5 e 1 R S s T , PER2 94 J& 1A
M BE SRR E P, PER3 WU 2 15 B IR 98 45 R0 40 A (0 4152
CRY HEHFR T 5 PER # F 3L R H 160 S A5 R 41, ik o 52
M) I P A — AR — e 2 il A R e 5 B A A T R L 7 S8R 5 3 43
WA B AR Y R 4R b Ok R AR T, Ak, REV-
ERBo/B(NRID1/2) 5 R Z A K INILZ AR (RAR-related
orphan receptor, ROR) av/B/y ¥4 Ji 5 — V& 17 [n] i | 3 2o 16 ¥
BMAL1 &3k [W 2 55 BACH | e J0E 5 ph 2k & it
P2, 0 REV-ERB i 11 5 RORE J¥ 51 45 & Sk M i BMALI
T s) 1 ROR MM HEHL A | — 38t A5 U AE 5 42 0 1T )
BT, AN HAB S 5 1Y TR A 45 i CLOCK-
BMALT 9K 8 235 59 730 A I 4001 200 i 2 ik FE A 172 (differenti-
ated embryo-chondrocyte expressed 1/2, DEC1/DEC2) , eAME
T PRI DR 0 T D AR R R 0 1) R A T, AT
SR DI IR E N (A — 4R PERIEFIEZ &Y
) 22 B mE E 45 G B LA DG B 2 R T (polypyrimidine tract—
binding protein—associated splicing factor, PSF) i 1] 4 55 4% 5%
0] 52 0 1 S BB 1 SING B S 98 4 SR M A DL A (SIN3
transcription regulator family member A, SIN3A), N EHE A
X LRAAE W, D\ 32 W8 1% J2 1R Al 98 45 T A AR IR Y
T PE,

B T FEAl A B RS, 1R R R 2 ] 400 9 4 R
Jihdg 2 A A E L2 B2 06T . AFE R W], B TR
L DU AT i 53 i AL 1 Jieb s By JaeP o N, PER2 BRI i 3R 3Kk
2305 T o N R A L 3 B AR — A o A R, itk Ab
PERI/2/3 W3R 1E 45 B e e des . 8 98 L O ks i 2L IR
NG N ) R N = R R AN A BN & Ry M i
S JTT AR B S SOURR DR 20 M g AN AR 1 1 s vh 2R R R
WOAR ST BE TR G PER JE PR G015 2 48 78 B 1 5 e
RAENUFICHR VS TENLTRIA T . Wik — 2 s R, &
TR PR S 3 o5 8 e PR 1553 S8 194 B AR 9 4 o 9 A
AL, W BMALL Fl i 22 50 PAS 45 44 380 & 11 2 (neuronal
PAS domain protein 2, NPAS2) f] 8§ c—MYC ) ¥4 5% ik |
CRY2 JUJ 5% i L 2 /K 175 RAS/MAPK 3 % il L



EXRERKXFFR

Journal of Chongging Medical University

_3_

4 PI3K AR BN Sy 55 08 801 Fe ik PR 98 42 98 40 R AL T A
%IW,W*ZUIO

KA A , WU o0 e DA e — P ORI BR SR B AR L i
B PRI SCN B 12 DA Ay S il L 3 0 4 o L A Jee 183 R )
ME— SRl AN AR B AT HEA T SCN A #R . 98
7, AR LR, SR I Bt HAT — 2 i B 1, RS B
TR0 1O 1 B B AR PR IS it B2 S AR IR A, Ol 5 AR
TS B R 4, il B RS T 2 OB IR AR (R A e
PPN TR B T ARG IR B 2 A A A48
AT HE LA, S RGUAE N SR SRR 1 A B L R A o
BN o> T RHLERD T2 25 G S AN B I ) N
5, T TULE S A SR R B TR AL TR G 8
BT T 5 2 W AR R B AT 2 W e 2 A % P S
SIS, B 240 T A% 20 A A R DR R s o
PRk BRI B i) B AR, T S RE A W A 7Y
FEPE , rb OB A 0 L g TR 20 M A A 2K 285 47 (natural killer,
NK) 20 hrto A7 LY K B A , B A B B 4 S ik
i g 3 e ML e o 25 0y R L 32 A R R R 4 i — 2P i
A E S e B A bt E AR T (LA 1)

2 BERTLESRRBRINENXER
TR AR AT, HORIRAE D A 5008 2R S Y L

SCN: T s X 4%
PG. ik

GH: K=

PRL: #EFZE

TSH: fEFUIRARZE
ACTHAR ' 1Rz ST &R
FSH: fEopid: iz
LH: fREARERER

TR A3 LI RE AR SRE W 32 B 60 . KA rhess 5
FERLAT TR W, B A AR E AL T IR IR T B v h DD AH
SR POR TR AR T AE I D R AR R, AR DG 5 0
WF 1, EEAFOT , FURMEER T A E 2l N -
TR — BRI 4l (hypothalamic—pituitary—thyroid , HPT axis ) it
YERE, 25052 SCN 1y ey gy o 32 5, 33 98 15 42 FFODR A i
%= (thyroid—stimulating hormone , TSH ) it & 72 43 W5 =X, 1 11
S A JE B IR iR 2 2 A = FEOIR AR B Z0FR (triiodothyronine
T3) 5 DUl FFPR iR B 222 (thyroxine , T4) (e,

TSH BN A 2 fie FLE BT HERRAIE A9 HOBR IR T RE 46 4 o
ZAWFI IR, 15K TSH U B2 743 060 55 B T T , 7% B) 38
B e U S TR R IZ M T 2 AR A ROKES, Az
T ARHE AR P AR AT b B 3 A ) i P 2 ST
AEEFLIRAS & B FPEL TSH 1) H 9 3% 3) , RN /= TSH
FKOPA] g 2 T i, A A B E R R IR P, SRR BT
AL T R 2 TP TSH (9 28 31k 2, %k FFOBR R o e sl i 7
A SRR 2 A LL TSH, R BRI 3 (T3 . T4) R & EA
PR ERC AL, BT AATE /B, 940 Russell W 5514
H U S = L HR R AR 2R (free triiodothyronine, FT3) 7R H
KRUTSH MR R (HBEA — @ TR, 3R T i £ 2
32 TSHBKS) , 1M 25 HUR IR R (free thyroxine , FT4) B B4
HEAR, PR AR, BAMA2E 5 3, S BOF T 4 SR A
PAGE—E B>, Mannic TAEPIACY T4 A HE (B R EE

Created with BioGDP.com

B BRWE-TER-EE-BERHS %05 FsH



— 4 — ERERXFFR

Journal of Chongging Medical University

AR , 33X T BB SR R T T4 552 R A 1l — 17 1 A 1 0 38
TR, M SRR Y TSH I S P45 . (B TE R Y2,
IRUIBRAE A A8 25 T B HR IR KT I B 7 i 3l ,
AR MR LLZUT Perl FN Bmall JE PR 323K 1 5 HEHEAT SR AE 6,
SRINT SRR T AR A 2 AL RS 2 5 ORI AR H
FaE , U B TR X SCN 38 2 #1958 TSH 15 #10 FOR IR IR 5
BB Y FZEBR B PRIRP, ah, IR S5 Bt s v 4 A o i 30
oAy PERT R 2 35 1 1M 375 PR 25 Bt 3% (parathyroid hor-
mone , PTH) 1 5 BT A, HE— 254 7R A1 P9 73 i A v
INEAE B EB R EALE, 53 A B RIE e 7 A5
F18y HADK [ 471 S A AR T 5 3 3, o a3 M ik sz A
2 (vasoactive intestinal peptide receptor 2, VPAC2) , Z 5 %
R MR RGN, BN N St SCN T piokt 5 {5 5 4%
T ZE A1 A A B 0 EE B Y AR R AE VPAC2 iR
T eh TR 53 AP R A ST AT 4455 B A AR R IR 5 , D]
B xSk S oh , SRSV A —E B A R, Gx et
WFFE AL [F 7« FFOIR B 19 R A IR P HL ) A 2%, B A2 30 v

WXV, WAFAE— 2 WA R 3 2, A B LR s
WA LR TE H AR S & B b oA A B, dn
FE AL JE v R A8 BT R TR 1) R R 1 TR S A7 AE
{EL B TR KT 0 38 AR 55 A S BOH A S B R U
B, AN AR A TR IR R — B, TTRB IR TR [ A%
B X SCN MR BRE BE 55 14 T AR Y 28 53 LA S 4% A 5
FRYGE R E PR R IR AN ) 45 % A A Y R A e
PEDLHAFE 2S5

LR RIS R, BT R S SRR (1 h A
T, A AT AL EOR BTG PR 2 S R . i,
O BT LR BMALT g B 45 & 2 gm0 11 284 150 it ity
(type Il deiodinase, Dio2) HY )3 &l + X 38 , I8 15 . 5% 5%
PERT, T Dio2 7E AN 2H 4 £ 50K T4 % Ak Sy TE R PR 1Y
T3, S U JR 08 P AR B i b T Y DB, X — R AR
TN B L AN GE 33 HPT 3 Se B R G vk i = 8y,
A A 2H 2R S AL B ) HUPR AR TS A AR, D7
HERE PRI FEZEEM.

F1 BERBEHEREXBETEERARHE
WME A B R T LA OIS 225 30Tk
(1)TSH 5 B B R 33 o () &7 TS RAKD 5
BMALI,CLOCK ,PERI ,PER?2, ) N
TSH 2 HUR BRI ) CRY1 DECI (2) B PRl Ay A ZFLRAS N TSH R E N ; [28]
’ VPAC2 B2 /INERL R TSH 5 A 2 R E R AR 9 15 A 3 T IR 35
(1) BMALI 7] B4V Dio2 Ji 8T, 20 T4—T3 3805
FT3( =HLHVIRIRIRZEZ )  BMALI, Dio2 [a] 445 31
(IR o2 T (2) Bmald B9 NRT3 K 2k B (EL MR 4 95 T 0 31
N Rt T S R B AR (02 (1) FTAAF B 7T A i, vl AR HR T4 A BRI B 5 5
FTA(HURIEE) . R " [25]
TSH—FT4 [H] 4225 i Ligi Rl
(1)SCN P F Fofixi TRH 433 5
TRH (fi& R AR R B
?ﬁ?; RS AL SCNAZC (2)TRH AT ZEELS 5 Pk [3]

(3) BB HEZEHRLAT IS TRH 55

HPT: T i B e HUR R

e
PTC: FORIREL A N ‘ 2,
S SO 2
FTC: FURARIEHRIE )6{&% ()\“’)43 S

ATC: HURBEA b8
MTC: HARBRBEFEIE

BORIS B R BER
3 5 K2 SR

2

‘ é%ag

ity
/ g/%/ Bty

e

S,
&2
::%%7

OF % 24 1 ot
B0 4 0 25 330 R 3 Y 7 O 5 % B

W a3
ATC: Xﬁ H}&@
e, | R\ %
ey B |

2 BRWEREXPRRERIGRSREER S



EXRERKXFFR

Journal of Chongging Medical University

_5_

3 BRTNESFRBREBENTRER

Wi 5 I3 VAR 22 R G R R 0 T SRR B, IR
JRAE R AR G R 1T (1 T2 P S b B, L RO Ik T
W2 RITE 2 M . AR KR A TG 2 AL R F
GEB AR R B ZE AL AR i FE IR R R A 4 I
AT R AT TP SR A A B S o A R R il
BRHLE, 2 50 AR R RE S 5 . H B S 20 78 R &
HETE PN B Z2 R0 BRI 10 A 2 B2, DR 2,

3.0 MBE T AERER TIRIR AT

FEFR AR e 50 A DG T B R T R LR R R
R TSH 43 W15 AR, 11 Bl A 00 15 A 3 PR 3Rk 0 A5 (3
2). KRB, REHE T ARSI XA 1A B s e e 3 vl ik
T TG SR TSH 7K - 1m0 S0 R R O KU, 7 e
Fos B K TSH T e, AE RTS8 430 B 02805 i 1 o
F e 2 b TSH AT RETH R B IE WA B H 2= EE R,
[TE [ M= N ) G Y PR L ARV s B G B gl 1) 1)
I 96 55 ) 2 T B0 HOIR IR R RO % (thyrotropin—
releasing hormone , TRH) A uhAs A RE, NS B TSH 5 A
FEBL IR A SR Y T A BB AL, 50 RT R T
T30 TRH 32 32 30 801 IR B 55 Ak 7 A 56 AR,
TEHUR AR T AETTHER ST, R TSH 32 AR 38 IE 7, HIA
DR R S 3R KRR 2 T 8, T e g — % e — FF ORI il 4 672
AL 2] TSH 430, T LA B A, 512k
82 7R , AR TSH R 512 1) /0 WL R ST AL TSH 43
B A E Y A AT BB B B R R IR B R
i — 0 4 S B AT A A — R T R AR A . XA T g
55 15988 40 M R B 8 40 i3 A1 L K (Un BMALT \PER . CRY)
EA I, ] g H B IR R 41 20 rp LAt 6 DX 2R T Y
AR fpla20l
3.2 IR KRHTE B G LI TR

B A A B R TR 1 BT A AR g RS TS
TR PESCHEEEH . BT SRELANE ) S R AR Y Ak
TR 5 DI RE BTG L 30 v REF TR e if 52 , 02 11F S fu s g 225
1 A BB, B, BT T B ELAE H B B R R
H B 35 P HOBR IR 9% (autoimmune thyroid disease, AITD)
FREEAEVE D, H 3552 B 561, ATTD &5 UL 1 B s
PE P2 A, EALFE R AR H IR R 48 (Hashimoto s thy-
roiditis ) 1 Graves ¥ (Graves’ disease) » & i AL B 8K i
& 5% 4 B M, (0B A 8t 4% B S8k 5 A 5 5 I A T AR
R g I R D R )7 N I e €L S s N e P
by B S BE s (A 1 BOR RS R G MELLBRAE A5 HE o
TRTEM RGN PE S

AR, A BT R A TR EE AITD H k8748 1k
S0P e . — IR AR HUIR AR 46 fR 3 BRI 9T A R,
bR i 40 4 o BMALT R PER2 75 mRNA IR 14 32 14 7K F
Y0 0 A, 7R Sy 58 FRBR AR A A2 80, [l e, R 1 il
1 40 P (A0 45 IL-1B . CXCL10  1L-7 . IL-2 , IL-10,IL~17
HITNF-o) B E T, BRI 20 d 0 42 ) TNF-o  IFN-
Y CXCR4 FITL-17 A L8, Bz it 3 B S i sy i R AR A . i

— AR S A3 T SR BUALL 2235 K V- 540 g 2 484k
)P AK (thyroid peroxidase antibody, TPOAb) Fl IL-2 7K -
LA PER2 ik /K- 5 1L 3 TPOAD Fl CXCL10 7K -5
A5, 35 R BRZH 21 CXCR4 1 mRNA 283k A,
VIR R IR N KRS B B e M SO 1 1 5 AT E B A ¢
B BRI AL PT A A G R X 45 5 i HEAR R R )
TR A S S B R, RS BT EEEREA S
AR HEAR R AR B B N (H 2 IR B &
B e M BRI 8 /N BRURBE TR 25 30— 25 1 i R B ok 2 40 e 322
TR, PR BT H IR BRER R F1IHTA (thyroglobulin antibody
TeAb) 2 Fh 4 5E T 19 33 8 33500, X R B IR 41
SRS AR sh R, AT R a i R SRy G e oy 2 g
A UERE . B TEE B AN REUIESL 7 Y B 2R LR ATTD &%
Y BLHEFE R (H AR S G 28 TR 428 R I P 2R ML, 78 4 35
DRI LU S RS T T B R AR AR,

AR B IO S B T R R i — B IR 23
M ( single nucleotide polymorphisms, SNPs) IVE . XKmfl
7 S T R o R R R B R AR 1 T, O AR e py
A3 WA AH e iR 4 B MY BT T 9T & B Rl B TR 3
1) SNPs 5 Z Ff il 984 (1) Jp J AH ¢, D0 &7 NS5 R
LR ) S I B Q Ry R/ NTTIN S G TRV
R B A AT RS N A B, 1 A5 ¥4, T PER3 2
152797685 (G/A) ZA5ME 5 AITD 5 Bt 2 M C R . 4555
7R AE Graves i B o1, PER3 22 75k ] BB 1< I 15 4 A X 1
TL-6 [ & 2K B2 Wi G2 S 7 3d A, 0 10 58 3 22 184, L 7 FY
PRI AR IS B B E P, X — 25 IR FFE SNP i
SUTT BEAE B AR PR G AR DG rh B AT o BRAR S L (AR ROk
RASE
33 MW AELR KD VIRIMEL A

e R — o 2 B S A S R A S TR B e A A [ A
MIEE R . AR IR BT HEFE 20 A A A5 ) (DNA &
B AT S0 eh B CEEVE R HEEL T S B AT
9o 5 R e Az FOIR R AE Sk T R0 G K R b
B S 2 — SRR R IEZHpiE R . RE
LS W AF i, (B S EL KA PN 4 B el JRs O 5 I BT 2%
75‘ ['E—JMO—AIIO

TEFUR IR GAE MR, Z2AS BT A O FE R 1 e ik
WL, BN, CLOCK FI BMALI % 1 g H 4 b 2 | #4
BN CRY2 23K T ™. LAk PER \REV-ERB .ROR “57E H
TR R g Bl e R TR S B R A 2 AR WL Y R
W, BT A IR T i S s R4 A R 0 2 5 e e AT
B, PERT A PER2 B\ R 5 4B A HA K A o G, Hige Ay
AT B8 T AN A 51 e 3 , DT 02 e T AR 988 258 PN 2 B S i
JE 0 PERI A CLOCK/BMALIL R AT R WEEL G2 #9255 4
B (WEEI G2 checkpoint kinase, WEET1 )R £ K , i & S5 cy-
clin BI AN G178 2253 4045172 Hi) 5 HOR g 09 & A= 4
KW, ML, HUIR R B b DECT 3 EVE, Al d g5 A
E-box {7 55, 45 221~ 55 41 ja JA WA AR DG i B R 3R 3k, AT 2
i 20 e 3 e+, OBRAE BRI LT 1 (sirtuin 1, SIRT1)
R —F NAD S I 2 e, 2 e e B 71 AR 1 S R
B, 1845 CLOCK .BMALL .PER 1 CRY (Y Z BN 2,



— 6 — ERERXFFR

Journal of Chongging Medical University

T 52 W) JEC 2 S P R RG E M, HERIB TR I A T g
Z: 5 HRMRB 1 A& AT A B e ds i, TR B
2] 0 O SIRTIL, € #F XS TR i 7% st D7 SR AE 01
(forkhead box O1,FOXO1) Fl i S AW 3Z A y 3G A F 1
(peroxisome proliferator—activated receptor—+y coactivator-la,
PGC—1a) 2 ZBEAL , 398 HAZE 7 5 1 SR PR, 5 IR
i, PGC-1af1:0 SIRT1 A EEHL & (12—, E kS n] il i
PG ROR LA, 038 IR HERE P BMALL Al Rev—
erba [ KI5, I JE BT S RE AR SCHEAK 41 .
PGC-Ta AR /N PR B 5 AT o 1 LS 218000 7
PR35 R, $rs HAE FAC RIS R L 01 e e p 2 A B
AU, ] b I E FH PR e 26 2 b 2R AT BE A7 AE S LY TH-
SIRT1-PGC-1a~BMALL i % , %1 H A 0] fE S 15 HUAR IR
JRITR T A A i ] e T o R A RS S A AT
O, e R B B9 e A R e T R AR AEAE T A R ik — A5
Bk

A 5 B AR A4 A R 0 MR E A — 5
B4, 75 p53 B BIH 5L, CRY1/2 W R2R ST 2 B 98 24
S Y R DR 7 R A A v RT RE AT L BV S
XUHE I g, B A 32 3 0 35 5 st AR R 3R TR
P,

(AR A, AR S A B 11 HBR AR 75 B a1y A
PR IKTT AN AE 22 57 o A (CHL S PR A B VIR e ) d
W Bmall L3 10 Cry2 T U, 17 HAYER 23 319 HE ik AT 4
F55 5 HUR IR 2H 200 AR S5 55 ALY F2 3R 55 A7, i
BR3P ) 52 BRI A T R X — R R B R
TR AL D 23K T RE 5 HUIR B 0 0 AR B UIAHOG . I
Ab L TERARRIEE b, NPAS2 (A 1G5, T 8 425 40 0 J) 300 e 2
BEA 5 PEFE AR R E R AL AT A, X RN TR R G e e
P RE 5 R 9 S AR BE IR PR AR B 2 DA DG, A B R Tl
J5 o3 B AR AR

VAR AT ST B a7, BT AL A L 3 45 40
JHE T S R 5 S L v g A AT, 3 ] B B
JibJEd 0 P28 3% PF B2 (tumor immune microenvironment, TIME ) [f]
EZ 5 R A R IEFR . BN, CLOCK 3EFTE TR IR
ML R IK, TCCA 5 AR i K dla k5 70 B & B, CLOCK

IKETH 55 CD8T 4 A A% 9 bR 200 25 e 2 240 B i) 1= Ve o
B35 BAH O, AT BE A A R N e M A, oA iR 47
(cluster of differentiation 47, CD47) . & & MK it & % 55 5% &
(poliovirus receptor, PVR) %5323k , il 55 4 M e 4 F L 0B
LV TR G R A RSN IZE T, CLOCK IR vl 14 5
°T 40 Yo FF R 8 00 B P9 S A3 3 Pk, s LA S e ik ik rh R
FECHEVEFRY, e oh , HA AR R, 40 i vh BMALT Bk
I AT AR M2 BB AL 55 e i SR T A Y B2 4R v, BMALT
AR S 20 B B 43 I A T A L S T 40 R A
HEU IS E X — RV R B HEE ALY
S PR s 20 J6 000 08 2 280 A3 2o o 0 e A B v 1)
Yo RETTHLE K, 25 Mg 0 S e kit S i S AR

TSH 1 'T3 S5R 19 H 1 A HEEE AU T th Lk
B, T TSH 7K - F i 5 B DA Ay 2 PR g XL 384 o 1y
ATRER R 2 —17, R 5 Z WU AT #9845 RO A58
A3, 13052 [ Ao P 7S e N DT S R RE B AR T A R L
Chn % 5 B DX QAT ) 5 IR B8 2 38 22 i) S o7 g 3 G
IGER2 A ) — TR X UK 5 Lo PR AR B B X RAT A T A
SRS v, e B0 HLAR g XU A BT e L (R SR B e
SV SR AE 1IN A% oK 5 BA S Y I 2t R s e N B
WRFEr, IF R S 0 VAR Mg DRURS: &> O —Jr i, 7 1)
N LOCHRTRPON Jy 2 B TR . — 00 2021 4R AT
B BA B RIF 5% i 78 B PR B 4 v 1 AT, L PR s
CRER L S R AR ) 22 9 XU Il 25 T v [ TR N TG IR 2 8 3
Fo 7 (Q1~Q5) , HRQS ¥ Q1=1.55,95%CI=1.18~2.02], &t
TR BURR R P RS AL A I B it T 1 I ) A A
HEMIBF R R B, MR B RS T S B S o A R S 3R
TR, 5 FH DR P 46 7 %) 2 IR, T i 4 R G0,
AFERATIG E AT I 5 AR, PRS2 T b X 22 S R
FRAE Y 22 S R2 0 o 2% K IR /R B NR T 1 % A RESE@ AT 4
LT DR R 45, oy PR R i R A iV A e R 36,
A BB TP A s A BT T

Wit 2 R T 15 2 1) B R T B 1T A A 5 A0
i 55 A~ U4 f DRSS TN 3 7 S D AR i . EVR YT
J5 T, LT AN LD IR YT R I —— 19 137 % (chrono-
therapy ) F1 15 EE 4 ) 2590 © FE BT L P 5308 2200 A5 8

K2 FRBERSERTEEERMAXERTUNXRSR

AR R s A IR R Rk LEES iy v Wtk SCHk

I BMALIT \PER T TSH M B T8 CE & L+ A% - L ™2 TSH A ik [22][54]
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