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(FHE)] B& 50 PR S B (TPOAD) T E 19 J5 A& e FFHR R 30 A 1B i (P ) 28
FHO IS KR A, FiE S8R 2013 4 1 H—2017 4E 12 A7ETL A Nt BN RIER T2 B 1210
89 191 J& M FR Vsl £ B A R A 55 X 52, ARl TPOAD 525 SR 43 A 4L, FL A 42 1) TPOAD T+ A TPOAD
FHMEZL (TPOAb>13 U/mL), 47 5] TPOAb 7K-1EH 44 8 TPOAD BIPEZL (TPOAb 247 0 ~ 13 U/mL). 435 Kl
WO ZH A5 25 M 10 U 3%, A 65 LR B ( CKO) S HE[R] T (CK-MB). FLER M &M (LDH). o — £ T R
U ( o« —HBDH ), R4S Maft 2 g (AST) I [F] Tff (ASTm)., Sl i M:A& 10 U8 1 (IMA), IEHEAT B B AH
KM, ZER TPOAD BHE 5% 1.0 LGRS CK . CK-MB. LDH., IMA 1 o ~HBDH /K~F-# TPOAb [¥]
PEZH I T HE [ CK (U/L) : 320.0 +40.6 1 220.0 +30.2, CK-MB (U/L): 28.3+6.3 Lt 17.6+3.5, LDH (U/L) :
356.0+45.2 [t 298.0+30.2, IMA (U/mL) : 200.6+36.5 £ 125.2+20.3, o ~-HBDH (U/L) : 280.0+32.6 [t
220.0+23.6,34 P<0.05 ) ; FIZH B Y AST . ASTm /K 24 R LG 2R 5 L (¥ P>0.05), HEHES>
Hri7R, TPOAb 5 CK (r=0.75, P=0.000). LDH (r=0.36, P=0.035). IMA (r=0.72, P=0.000) S 1EAHX ;
TPOAb BHPEZH FF sk £ 5 5 55 H B0 30 O LB IR RO i L DL L 2 IR IR SFIEIR . 4518 TPOAD
T v 110 DR A Y el R IO 75 o JUL 3 /K S B S8 v, 38 HH L R i) ] S 1%
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[Abstract] Objective To investigate the changes in myocardial enzyme spectrum for patients with primary
hypothyroidism and elevation of thyroid peroxidase antibody (TPOAb) level. Methods From January 2013
to December 2017, 89 patients with primary hypothyroidism were firstly diagnosed and studied in the Outpatient
Department of Sihong County People's Hospital in Jiangsu Province. According to the results of TPOAb detection,
the patients were divided into two groups: TPOAb positive group and TPOAbD negative group, there were 42 cases
positive with their TPOAb level higher than normal (TPOAb > 13 U/mL), and there were 47 cases negative with
TPOAD level in normal range (TPOAb was 0-13 U/mL). Myocardial enzyme spectrum was detected under fasting
situation in the two groups, including creatine kinase (CK) and its isoenzyme (CK-MB), lactic dehydrogenase (LDH),
o —hydroxybutyrate dehydrogenase (o —HBDH), aspartate transaminase (AST) and its isoenzyme (ASTm), ischemic
modified albumin (IMA), and the results in the two groups were compared and the correlation analyses were carried
out. Results Compared to the normal group, the levels of CK, CK-MB, LDH, IMA, and o ~HBDH in the positive
group were obviously increased [CK (U/L): 320.0 +=40.6 vs. 220.0 +30.2, CK-MB (U/L): 28.3+6.3 vs. 17.6+3.5,
LDH (U/L): 356.0 £45.2 vs. 298.0 +30.2, IMA (U/mL): 200.6 +36.5 vs. 125.2+20.3, oo ~HBDH (U/L): 280.0 +32.6
vs. 220.04+23.6, all P < 0.05]. There were no statistical significant differences between the AST and m—AST levels
in the two groups (all P > 0.05). Correlation analyses showed that the TPOADb is positively correlated with CK (r =
0.75, P = 0.000), LDH (r = 0.36, P = 0.035) and IMA (r = 0.72, P = 0.000) respectively. Besides, patients in positive
group were easier to have a decreased heart rate, myocardial myxedema, myocarditis and lethargy, etc symptoms
and signs. Conclusion The level of serum myocardial enzyme is obviously increased in primary hypothyroidism
with increased TPOAbD, and these 2 factors mutually influencing each other may aggravate the disease situation.
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FF PR R T R DR A (FF ) 2 phy 45 R PR 5 3
AT FF R i 25 e i PR R R 3 e i 5 L2 iy
2 G HARAGSZRA AL, How B E R 2 A H
FRZ JRHERR, B3 vl s AN TR (I R R 7RI IR
SIS KA A 4 B M R R R L
Mg b A T AR A A Ak, Hh SCRRE , b o FH sk
BER O NIRRT B SR iR B HORIR
DI (thyroid peroxidase, TPO ) 4 HUR AR 2R
B TR HR 1) SR il JEL TR P R T 5 i) R R B 8
ZAEYA R, TPO HTIK (TPO antibody, TPOAb) X
TPO WITEMA —E MANHIVER, BT Z80= 5,
25 K- TPOAD 2 HUs B9 B AR &£, A&
WF9E R FH IR BUE I 1 5 2%, B A BT AR B MACIA 114
TPOAD 345 DA K& TPOAD 1F % Y I & 1 B el s 30
WU AT AR O, 25 R a0 T o
1 #ZRFFE
1.1 R0 EFE 2013 4F 1 H—2017 4F 12 A
TEARBE T2 E 121 89 1 I & 4 HH el f8 2 1 SR i 5
XP4, o B¢ 20 ], Zo ik 69 i 5 4F 1 20 ~ 70 %7,
FH(402+4153) % AR MER ST E
(P E HR BRI 18 1 ) AR 5 BEEE R TE 0
ke s, B TC B s . XA R AT
PRI e w0 JUE R B A A , LA HEBR O IR BE. L 0 LR
ol A PR
1.2 37 ARYE TPOAD i 45 57 K 89 44
I8 A 53 4 TPOAD FHE 4 (TPOAb>13 U/mL) 5
TPOAb A 4 21 (TPOAb & 0~ 13 U/mL). TPO FH
PEAL BB 42 6], Hodp Bk o i, Lok 33 45 A i
19~69 % ; V-1 (41.0+16.0) % ; TPO [ 1E4H %
47 o], e B 11 ), Pk 36 ] 5 AR 20 ~ 70 %7,
-1 (40.0+15.0) o BHALAEE R | AR R4S
T 22 gt 5 L () P>0.05),
1.3 FEESAUEE 12 iR I s R A A 7 T
O WL 3, A0 15 1M 38 LR 34 Bl (creatine kinase,
CK) K H: [7] T (CK-MB). L 2 i 4 /i (lactate
dehydrogenase, LDH ), a— ¥ T Tl EUE#( o —hydroxy
butyric dehydrogenase, o —~HBDH ), K42 R 5% 2 Il

(aspartate aminotransferase , AST ) & H:[A] T iff (ASTm ).,
Bl A 35 1 (ischemic modified albumin, IMA ),
o WU ARG I 174 e A 3 7) 347 7 e R R 2 w4t
Ho AL 25 S 5 [ DL g & AUS800 A= Ak 43 B A s 1
AR DI fE 4 T fi I 5€ [ D152 = DXI800 fb 27 %t
AR e iR AN , 435 0l 3 10 2 — A PP ER i i
2 (free triiodothyronine, FT3), Ji% &5 HR i 2K (free
thyroxine, FT4), fi£ R B # 2 (thyroid stimulating
hormone, TSH ). TPOAb,

14 Gtk SR SPSS 19.0 # A TR 4
Br, TR SER LS + AR (R £s) o, dIa] 1
BRI ST FEAS ¢ K55, AHOC AT R H Pearson AHG
Gritidi. P<0.05 h2ERAgeitaiE Lo

2 #R

2.1 PHBEHRIREEFE KT8 5 TPOAD B
PEZAL FLEL, TPOAD FHPEZH 1) TSH., TPOAD W
Thim, 22 AT L (3 P<0.05); 4] FT3
FT4 HAIE R Tegi 8 (33 P>0.05), WK 1.

R PR A ORI K LU

FT3 (pmol/L, FT4 (pmol/L, TSH (mU/L, ~ TPOAb ( U/mL,
xts) xts) xts) M0y, Qy))
TPOAb FATEL 1.97+045 2.86+135 186+ 62 42( 13~ 179)
TPOAD BHYEZH 1.87+042 276+128 42.6+16.5 230.2(65.2 ~765.4)
1l -0.215 -0.858 -3.456 5.321
P1E 0.840 0.392 0.000 0.000

ikl

22 PR B .ONUEEE AL 5 TPOAD B4
[t &8, TPOAD FH P 240 & 5 1Y CK. CK-MB. LDH
o -HBDH . IMA W8t , 2 R A geit2rm L (1
P<0.05) ; M2 AST. ASTm HH2E R ILG i ¢#5E
X (¥ P>0.05), W2,

23 WAABRFONUMAE IR LE 5 TPOADb [
ZH LA, TPOAD FHYEZ B35 5 H B R | o
WLIR] B EGBK M OISR L Z T WE R SRR, 25 53
HEiT2AE X (F P<0.05), W3 3.

2.4 TPOAb 5.0 L 3% 25 48 b A0 5 M 53 B
TPOAb 5 CK. CK-MB, LDH ., IMA £ [F A5, 5 H
flC WU S bR JC B ARG E . L3k 4.

R 2 PR B O WIS AL (2 £5)

21 CK (U/L) CK-MB (U/L) LDH (U/L) «-HBDH(U/L)  AST(U/L) ASTm (U/L) IMA (U/mL)
TPOAb B4 220.0+30.2 17.6£3.5 298.0+30.2 220.0+23.6 38.6+8.6 10.2+3.2 125.24+20.3
TPOAD FH 4 320.0+£40.6 28.3+6.3 356.0+45.2 280.0+32.6 39.2+8.8 11.0+4.0 200.6+36.5
14 2.635 3.896 2219 2.426 0.305 0.321 5316
P 1A 0.016 0.000 0.035 0.026 0.764 0.745 0.000
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25 DG () RN () LR BRI () DHLR (B) O S (B KR () = R (1))
TPOAb BATE:4H 2 1 1 2 4 8 6
TPOAb FHEZH 10 2 6 8 6 2 15
x 18 7.270 0.444 4.524 4.866 0.742 3.342 6.479
P 1A 0.008 0.604 0.049 0.042 0.507 0.095 0.013

Fz 4 TPOAb 5.0 UG AEAR A DEE AT
255t CK  CK-MB LDH «-HBDH AST ASTm IMA

r i 0.750 0.450 0360 0250 0.230 0.220 0.720
P{i 0000 0.032 0035 0056 0215 0.152 0.000
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