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and the highest death rate.
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Diabetic macrovascular disease is a complication of diabetes,with the highest incidence ,the most harmful

Subclinical hypothyroidism (SCH) is defined as a plasma thyroid-stimulating hormone (TSH)

level above the institutional reference range combined with a plasma free thyroxine (FT4) or free triiodothyronine (FT3)

level.

In recent years, domestic studies have shown that elevated TSH can be used as an independent risk factor for ather-

osclerosis ( As) through a variety of ways to promote the development of As, and thus participate in the progress of diabetic

macroangiopathy.

the relevant literature.
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et 2P i A, 8 HOR M A I AE
X B A A B A A I R R AR 2
REIN E A AT P B Ok v | B 22 O R A6 2 B2
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e R BRI, 2 B0F 5 s, A X
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This article reviews the association between SCH and atherosclerosis in diabetic patients by summarizing

FXoEAERE AL ( atherosclerosis, As) 2 ] ff) AH 5 P SR 48
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93, 55 H B A EE R L 50% ., BT DL PR
CaEtt A B A B T IRAT R R R, FE b
2007 4F 2 2008 4 4 [0 PR AT 58 0 A B
N, T AR RS PRI B 30 9.7% , BRJE 756
TROME PRI R 5K R A T RRSE [ S R R
FOEA A i A R B K R R E R b
R ET N B A Oy AR A K s A, TR
FE W PR 14 RO 6 1E S P b A 34, iR 40
g ML R =2 J5 3 — A T A N R A B 1Y
HES AL YN . BRI 2 5 R 2 R A 4L
TE RGN AT RE SR (B0 A | Rl
B IRAESE) |, ELR A B R] A HE RS T R 0™ Y It
RARE KA R A AR R R R 2 A 18 M il A
FERAE , I AF R W25 26 3 BT ik 52, W5 PRI 1Y K I 48
AR AR PR R 2 2 s MR R4S
FE 2 TR B2 REE R UL BRI, B e AR EEH N
TG By A BRE A IR 5 K I 785 73 T J2 9 DR KR 3
O EAT LR
1.2 MERFEEFLIGERFIRIR DAL R R E M B
Laloo 25 & B3 38 A B b IR IR D) k53 o
17 31.2% , Hod SCH 5 16.3% . AT FIFST K 3R,
B PR 8 FHIR IR D B 55 19 R R 38 13.1% ~
50.4%"" 2 RUBEIR I HE P DR IR D e S % KR
FRIEIEH NBER M 3 f5 L L, o SCH ¥ i
40%'° JEARBEIRI R 1 2~ 3 /51T LY
R 2 RUBE R G 3% SCH B B F N 4.69% ~
18.86% , MIAEH [, JU H 2 i [ vh 3 b X & A 6
(18.9%) & T Meta 23 ) HABE K . Chakrabarti
SV ARUESE , B PR S I SCH 1 S %, v
BRI B A U 25 ) 5 o UL i A v [ S DA rh
Bl S A SO SR B, B A — TR AT 4R O R
7 2 TR PR HE Y SCH BV R N 12.4% ., HR
SR X o 2 5 SR R T A, — BB AT N B
Sy, A R MR R AT A F 80X — 4, Han
SR R 2 TR RN R Ll AR S
HHBE SCH, [RIAH7E Fu 5 2 FUME PRI I A AE R B i), A&
MG TT SCH 1Y 2 BUHE s 85 A al g & A2 01 &
iE . WAL Bl B B R AR AR I AS TS K SCH &
AR R TR

2 WERRSRRREINEERENEXE

AP, 1 RO R s i i L= A 5 g Th g
KAL) 1845 5 Jert BL R . CTLA-4 (HLA- 11 28 F0

FOXP3 HeAEHL I 5 H B e v HUR IR 9 A B
TR OCIR . H: 32 R AR 2 A7 7R B AR I o A Ak
W (thyroid peroxidase antibody, TPOAb ) I H IR it
BR 2 1 ( thyroglobulin antibody, TGAb) ¥ H & $it
PRI AT 1 A DR R IR R D) R A 1
IRSCHR,{H Varela LBl gy BN AR ER
B AT BE 55 0 A A AR 1 A AR DG (5 S g 2
()52 2 AR ELAE T, e 57 SR R It 7 V80 2 1
fif ( adenosine 5’-monophosphate ( AMP ) -activated pro-
tein kinase, AMPK) 7] fgJ& — 1~ L HAR , AU S
518 5 R BURME R I 0 H S 5 R R EERE X &
AR R VA FERY A5t . 0 HOIR PR D RE R A5 2 HUM%
PRI Z 8] B9 C 8K IF A 75 %, H A Sarfokantanka
SIS R 2 ROBE PR B T TPOAD /K-
A Thi, 0 TGAD 1E 1 8455 2 RO R ] 22 57 o 4t
TR, SR R4 R BR K- TPOAD 7] fig
ST HUR AR B S ok 5 ORI C 40 A R4
AIEMEIVE T . 2 2 bR 83 g HAR B B f i 6
B . 8, o745 ST R PR BR s XU 384 e 3 4%
1M 2 BURE IR 32 08 4E 2 3R D KRR, X AT g2
fil % B 5 G eIt HAE Ry 2 BB IR 5 HURIR B 5 e
REZ A9 CHK , 98 K 3Z K (Leptin-R, Lep-R ) /& —F#
P HEAZ A JAK-STAT 2 3 3 B i 5 5 1% ik 4,
Lep-R 7E 40 L P 75 2 AN 4544 X8, — 4> o] DL
Janus 3% (JAK) , 55— 0] LUFME 54% S 30& K1
(STAT) FHEAEF, A8 AR5 5% 5%, Lep-R EE /1
FEPRRP R G, U HZ T I I Zaid 451N
IR FTRE @ A AE ] TR FE Y Lep-R, M0
JAK-2/ {5 55 5 A e S b STAT3 A - i 5 i 1
e - AR - HEDR AR Sl 038 TSHL A9 1, [] s i 1
R AT RE e — Rl F 43 Wb/ 5543 W6 TSH 1550 T ey
i % 2R ILAE AEWE PR AR v o AR gk, JBR 5 3R e
T IR AR 2 I T BE 5w e F ORI R B O R
(thyrotropin-releasing hormone, TRH) F1 TSH ¥ %
W =7, A Lin SN AR 5T AR & B 2K
Nesfatin-1 7KF- 5 2 B JRIG 85 19 TSH 7KF 2
A%, Nesfatin-1 24 4H % 4 2 (nuclear histone 2,
NUCB2) 2 i 0971y , G 32 5 BLAT 400 ol 5% 22 19 2
AE , T ELXT ' 38 D RE O I8 B RE B B B 3R 43 Wk
ZEEAHPEVER, %% 23| Nesfatin-1 75 BE & 155 250
PRI SCHEVE F , #HE0 Nesfatin-1 1] B8 11 115 2
W b (87 19 AMPK {6 £ TRH 730, AT 522
SCH, R BEAE J F AR R 2 A8 09 9 1[5 7, [m]
Gonzalez 251" {HF 5T .78 , Nesfatin-1 [ 17 X5
THE RIS R S, ST 58 R W], Nesfatin-
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1 n] LA g R % BRI, S BB A ] | 79 A
PEFIPR S AR, X 2645 R K], Nesfatin-1
ATRES S RECSE R HR IR R DI RE M IR, B,
DRI 5 F HUIR IR £ RE 57 5 B ILAR] v AN 58 T8 2
AT

3 TSH X} 2 BUfEFR s BE SR B

A1

3.1 TSH Sigmf it

TSH A LA R BROR iR R, LR 45
JEIEARE AL, TSH AE % 70T 48 it 3% 1h 14 52 /R 45
B, I I PR R/ 2R FUBOEE A/ cAMP UV JT
45 & & H A7 5 38 % ( adenosine cyclophosphate ,
cAMP/protein kinase A,PKA/cAMP-response element
binding protein ) 45 JHJHE A JEL 8] Pt A3 AH OC 1 2% 2
TRt P95 8, DA T AR 2 PN 90 R T e ) 5 8, 2 T
SCRE FE R B B AR I R R B
Bl TSH AR FE R I, (2% P JIE (86 e i e 7% 2 1 2
I, JEL T Pt 4 T 595 3 32 400, 2 T s R
[ WK T S G R 2R IUAE 2 AU PR3 8 3 rh 3R 3
JUE IR AT PG T 2 BURR DR &, FeAR 9 TSH
(ARSI mT A 2% 45 R 8O As & 4 5 SCH
HER TR AR AY FOR IR 2 (CIE H AR A FOR AR ) ol
FHEUFAIM L AR 5 2 H (low density lipopro-
tein, LDL) 32K 1% 14 F1 £ it 1 9 20, 144 4 LDL 4K
A2 VAR ) I it 36 B 52 0, AT R AR LD B9 38 43 15
Bk, 6l LDL #935 S ARWE N2 . 76 SCH % i, &
JE&E 1 B(ApoB) MIEEE 1 a (lipoprotein a,lp(a))
ISR T, Lp (a) F1 ApoB 8 i I 454,
AT B KR AR AR T R T Lp (a) 2K
WEARE AME S Y, & nT LU i A 3E i R 40 P
JSCRIR T 2 () AR, T W 2F 48 B P s A%, i As
RIS TR U ¥ 0 3> FEHLHI AT RE 5 LDLR P&
fRIRARA 0 Lp (a) W BRBREATA Y S X
Hk A T, SCH B RN AEAE LDL [ 3 ik P9 fiE
TR R I AL RS A TR 3 BE IR 2 1 (oxi-
dized low density lipoprotein , ox-LDL) , i1 #5 & id 4
AR 18 5 W) 84 17 4 3% A ( peroxisome proliferators-ac-
tivated receptors, PPARY) H3& 42 U8 15 B W 40 it H
A 3BT ( cluster of differentiation, CD36 ) ) 3
K FEARERAZ 0 i 2 3k, 55 15 W 40 Y 1) 3 UK 400 i
R 2 72 - B A 0 RE VL f P B AZ A [ B X o
HATE AP A% %2 B2 R 25 F AB 6% 1 35 e kP 1 L
4 ( smooth muscle, SMC) 9 Zh bt 5 A= 4, e As

R,
3.2 TSH 5m&E MK IhRE

TSH 53 L N BAHSG I F- 1 3Rak , A G &7
SRP A Ak B0 T BT R A B N e &R
(endothelin, ET-1) | 1 7 £F % [ J5 3% 35 9y 410 i 751
( plasminogen activator inhibitor-1,PAI-1) | MLFEZE A2
(thromboxane A2, TXA2) 4§ N Bz AR 4 e 4 5 5 1)
FRAKTHERE P B TSH MR TR, — %k
R A (nitric oxide synthase, NOS) 3z 2|41 il , HBE
TR — AL A (nitric oxide , NO) & 5 K T B, dE 1
SR E NO X ML A K A& ot A 34 58 Hrst i =5
HEAPIIIRE T A E As SR KA MR JEE
[RIAF, A 5% &7~ TSH 7] ek 20 715 51 348 E ( prostacyclin,
PGI2) 153 Wb, PGI2 HA LI /MR R A P 1% IF
/0 ET-1 G MCRBEAE B PGI2 YA 2k
JE T B, TXA2/PGI2 HE ) fk 25 6 T, 5 2 /A 2R
EEFVRE A b AR W TG P o, A0 45 4003 148 1Y 5%
(Ol , S5 FAUAE L4 P9 B 52 45 ) At fuff G40 558 1t
VEFTH SRR S i m ] > A, TSH A2 k4t ik A
G2/M HA I35 3 1M 45 - 5 WL 4H Bl ( vascular smooth
muscle cells, VSMC) 3458 | & A H 801045 BE g 5L
B As FEIR I N AR 2 A A e A 1
filt, X548 3 B AT S B0 A4S 5K ) B i U 3l 77 2 B
75 VBTG I FR G0 AL N Al R S I A O A
AT S — ZR 91 ) B A B A
3.3 TSH 5R¥ER | H R K

TSH i #F fi Ca® 4 15 (9 48 M P Wl BE i A2
(human cytosolic phospholipase A2,cPLA2) 4L
RE K, NI S B A DU S PR (arachidonic acid , AA)
(AR, AA BV 2[R 0 A W 1 P w44 4 45 i
Vil E2 ( prostaglandin E2,PGE2) [ TXA2 H =4
B4 (leukotriene B4, LTB4) Fl1[H =4 C4(LTC4) %5 | iX
SO AP MR AE A LI, S 8 AR E T RE (191 2
SR MR T RE , IR E I, A B N ) Hhotd B
BERYE Y R, E  J R M R R B G HE T
FU RS R HCHUA B R — A 1 M I R AR E St
i, i) SCH J& , TSH X ] 5@ it 5 3T3-L1 Hif g /s
YRR TSH SZ IR S5 5, PATE cAMP/PKA {553 [,
M AR #E TL-6, 0 988 3R 36 [ 7 o (tumor necrosis
factor, TNF-o ) 25 1Y 43, e SEAILAA A0 98 9 s B, T
TNF-o J& FARW A 2 — & SCn] DL i 7K A g
290 i et = T A R U0 R M, 410 )
ZHERORI I SERLE], 2 5 R RIRBUI A K
£ I TSH 388 12 P A 0 2 5 1 5 R AT &
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AR N0 DL € R A ( Cereactive protein,,
CRP) n| H#2%8  F eNOS I L8 ET-1 S5 HL i
V-3 LR 04 58 KT A I O RPN,
HETT R L B340, T30 As & 2ET S 5T
KW, 5 CRP 8 m s b e AR L, — 35 RS AE
FHRTEA N EE As RYER Y, Ak, TSH A Bl 5
T AT U8 555 1) R i - 250 1 by R ) o s A 7
LT A B % 40 1Y SCH L BE S i LK & s
215 % (reactive oxygen species, ROS) , W1 {4
WA BERE N7 RIDRE 3 28 S8 AL WD B, 25 S BUIR 22 11 1)
SRR | O 4 R B 30T M AR ] o A mT g
AL IR TR AR, SRR 1 LA L, ) eNOS B9
P, 5 RS I P9 2 0 545 B D RE R A . T ox-
LDL S Al 342 e N ROS 17 A, ROS 3 i 5% i
eNOS 75 PE | 38006 % 5% 15 L ] F (activation of tran-
scriptional activators, AP-1) FI#% [ F kB ( nuclear fac-
tor,NF-xB) , HET 5 BUAAE 09 IR DL S 9 K2 Ak i 4
i, I B As BREAR
3.4 TSH 5ERMKRAFBRRS

SCH 3 M 1 & iUl 2D, b A2 45 &8 i [F 5
VIDIX XD A XT, RA R il 48 14 A i A2 9 L5~ ( von
Willebrand factor, vWF ) , i 33 & [K] - ¥4 b {1 7% 4
RS s i 1fiL 2% %E 1 B JR A (A ( plasma prothrombin
time , PT) 1 £b 38 535 [ 145 fif# B} [8] (activated partial
thromboplastin time, APTT) | % Ifil fi A [A] ( thrombin
time , TT) SJ4EKC | M AR EE I R . 24 i W A
TRBEIRZS T, 5804 4k 8 A 5L (fibrinogen, FIB ) {4
PETH R0 AR R N B A0 T A T Y LA L
AERETR, XS T As SEAR 1 & J HAT AN ] 2240 08 52 Wi
TSH 53/ MR 2 BUEASESY  SCH #4995 BLAIL il
A B OB A G A2 W DU T LA RE Y
PRI RE Y I /MR, BE %4 B 6 40 A 4 Al
I3 WA AE e 0 P 8 DR It /B DA B 45 285 il A 7
+, B4 TXA2 I/ I A B (platelet derived
growth factor, PDGF) .CD62P % i3 S84 J5i fff 1fiL /MR
ZRH o SR8 A 8 A | 2T A1 i Y AR TR BE ) R R, 51
B MWL K BE ZE 55, I As YK S, A b
5% %2 B D-—F 1K (D-Dimer, D-D) F 258 i3 55 R Y
BiIL-6 ZAAMENZ S As (IE G2, 1L-6 #iA A
Wit 2RSS As BT R  15 T B8 1Y iR AR
S JRAE SN T AS A2 I AR 68 R R FH 2
3.5 TSH 5Mm/E

TSH il i SISV TSH ZIk45 4,15
I 105 4 e 1) g 05 400 B 53 A, A2 2R IR 7 PR 7 TNF-oc
7 A TNF-o0 BESR JRAE N7, MO BRI A 52—,

T B0 A AR AE KR IR, TS5 & i 1
TR s Bt TSH f e BE 3 0, =2 Jak i 22 W] i 2%
ay, HAEHIFE O NE B 201, RE S5 3G 5.0 LI 45 77, 3
T i VERAE - IR 3 32 R R AS 112 1 2 ik
Wi, B AN B, (i B B R
LW SCH B MW T3 /K FIEH , B2 H.o M2
AT T3 K19, 33X AT BEAS 2 7640 A 1 il 2 v
R IE R K T3 50 L AR AZ AR SE & 5, AT
R O MW 7 0 A 38007, 02 T3 & AR
Ao WA i FLE 5 D RE T [, DA 52 el .U LU
4 1, BEeC R £ Aar TR BsE T3 ) 38 o, A SF- v AL 4 A
i 10 7 7 7 T e 32 5 e, S 3Hh AL I A BE 7 3G
MFETHE, XS XT T 2 RUBE R B E 1Y As JiE
R FRATAEAS TRV RE B /6 F 5 ik oh, TSH 7]
3 AN R AR ol 0l A 25 L | o A PN R A At )
RERREAG 0T 25 SCH B IR I AL, B4R
FR IR T REsGR AT 51 & L%, (HVF 2058 A DL ik
1T TSH Fr i 5 MR T 6 R I LTRSS R, K2
BWF I A & PR 0 G

3.6 TSH 5 As Ht Bl EZEMNX R

3.6.1 TSH 5 R & ¥ pr & B2 49 X & SCH ¥
AR, R 43 WA sk /D, AT 5 | e i iR S 4 A 3R
B12 k= i B AL ads 4% R B P DTG, DA
& R[] AU 2 B 2 R (homocysteine , Hey ) 761K N &
U, T Hey BA M NO Ihfen91EH , om B %
Pk M0 A5 PN B 1) T AR BEAILAE (58 1045 Y 1 H AT 5k
PERETE SRR | i 3 8 VE B AR, B IR IE % 9 K T
[FIEH75 & 1L 78 1 i WL 1% 38 B i 7%, 2 1 1 /sl 2R
£ IR I il /MR AR , B SCH B E As KA
b—(uzﬁ[%] .

3.6.2 TSH 5 jkBiey %k % 2 BUFEIRIGIF A SCH
1) S8 H I DRI % o 305 ¢ vy, [ B JEG PR 1) HE 114
7 BN S T REAI . PR ER TE HLIA N TC Ik e st i
R, 23 A AR 2 AR 2 1 ) SR A0 5 480 R,
BN T T UL A AT 4k Ak, 18 3 ik P R
JEE S0 P AELAM it K LA Vs 55 PN B AEL 4T i 3 5 4
i A e 1, R E T As I9TE B IF fin i 3L
E%[Sﬂ .

4 E I BR B IK BR Th 8 iRk 1R iE X7 #E B % B9
= A

Jeong 258 (U BIFSY R, SCH & 4 PR 9 1T 38
ZAXF IR R A& A R A8 A5 IUEF e E 5
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AW 88 5 TEE SCH X BRZEL Ml PR 1 140 KRG, o 35
B, Ay AL 26 i e AR O i S S A i
BB R B i sl 1o, Rl W% E] SCH &
FEME PR R0 0 25 TR IR 85 2R K B SR AR
BHCRIRDIBE R H # B R Tk, vl RE 2 oh 400 g 2 i
HA a4 s EA S 2 Wu RN, 45
SECEIT SCH 8 bR s 88 ¢ HE AR I iy XU 14
., WA 2E IR A I SCH B & AR AR il i e X
FIRE 5 R TR R U R KT AR B I 3% I i 2
18 AHURRAE 1 558 R i T8 A WA 4 B R0 A 5. Heo
SEDL ST IE I W DR I B AR 5 SCH. =2 ] 56
HR AL ] T E 2 18 21 166 & R AE A= K T (insulin-
like growth factors,IGF-1) I/ IGF-1 A3k /0 7] fig
H HR R DI BERE A A3, T A0 215 v AR AT %) e v 1 4
KHFERK 1 ( glucagon-like peptide 1, GLP-1) 7K 2>
E— 520 8 g w2 o AR, (R HIE B IGF-1 i
Z 5.0 M TR AP VR T s (oA s 26
BIROIMAE 2 HE KK, Oh % WA 5|
AR 23 8 1M (fasting blood glucose, FBG) AR 5
TSH KV TR TG, H & WEE 2] TSH 5 2 h fiUFE il
AR B 22 A7 7E i 2 AR OC M, R W FHE A TSH
P55 e IR SORE R A ¢, T A9 TSH. i@
i M SR AR ERTL  BE M DI RE S0 N BT REAZ 4 R
i PRl % (] R 2 b 2R 45 A2 1 I 1 O i 1T 4 B
HAFROL As R FREE . BRILZ AN, X FH i
B1AZe , SCH RE A% fin il 22 7 B I S e 1 1 8L, 4
FE R IR LS R AR AR g
FHZHRE I SR I REAR D 2 BB PR X R S
FEAZE A B P RE R MOIF RNE, IE &
TR BT R RE WAFTE AR 22 (835 1 ARG 32 3™ 52
el , A 4, 25 EWFSEIESE SCH AT 38 i 52 e i
R LA PN B R AE B A8 L3855 45 e HIL
6115 2 BUBEIRIGIZ YT AEAETE Z MR, [R] I 38 23185 %
HAb I A AE o AHSLBRIE R TAEH i T SCH AEARA
A, W T2 AT R, 4T SCH B #E A
A S i HERR 92 W, NI SCH 2t — 28 K Jie , 3
HEEE,
Zi LB, SCH 15 2 RUBE IR L # As IR
I ARTRABESE, I R P A8 BF5E i A TSH 5 2 £
WEBRIA As JFAAEMC R B2 H S AFET S, B
X 2 S 9 5L IR i A 3 A (H AT BR 5 2% > 18
Z: 5 RHE IR 22 530G, BUAR SCH mI LA
AR BRI REWR Y L Be B2 N2 J5 TN As 1Y
WS kR, #ie 2 BRI B EERE ST
Fr bR 0 A I FROIR R ) i, G R i

T8 TSH K- f7As 1k, %t 2 BUBE R A SCH # e .
PEAFIRYT T ek e W B 1, 500 83O I A5
FOHERS , () Ry Rk B AT, R AT LA
SO DR RO IS 2R 80 A R H B, A L
RARFGIOT- R (HSE BRI A AN A IR R R
RIFERBAFIT As KR ICEBEIE 1, &
T BEFRATTIG PR rp B AR AR | 2 vpls | I P 14 995 191
Xof ek ik — 2B B R SCH 5 As BYSEZ , T 4 1)
T8 F 06 RIAYT o
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