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Polymyositis initially misdiagnosed as non-ST-elevation myocardial
infarction: a case report

TANG Si-chong', ZHOU Peng™”
('Grade 2025 PhD Student,Department of Dermatology, *Department of Cardiology , Huashan Hospital,
Fudan University, Shanghai 200040, China)

[Abstract] Non-ST-elevation myocardial infarction (NSTEMI) is a type of acute coronary syndrome
(ACS) , typically presenting with chest pain or tightness, ST-segment depression on electrocardiogram
(ECG), and elevated levels of cardiac biomarkers. Meanwhile, myocarditis or inflammatory myopathies
can also cause elevated levels of cardiac biomarkers and nonspecific electrocardiogram abnormalities,
potentially leading to misdiagnosis. Polymyositis (PM) is an idiopathic inflammatory myopathy (I1IM)
classified as a systemic autoimmune disease, primarily affecting striated muscles. Pathologically, it is
characterized by inflammatory infiltration, degeneration, and necrosis of muscle fibers, mainly involving
proximal limb muscles and neck flexors, it may involve respiratory and swallowing muscles in severe cases.
This paper reports the diagnosis and treatment process of a case of PM misdiagnosed as NSTEMI in
Huashan Hospital, Fudan University, and summarizes the characteristics of cardiac manifestations of PM,
so as to provide a reference in differentiating PM and myocardial infarction.
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% kL4 (polymyositis, PM) & — Fl i K A
Bl R & M & M LK (idiopathic inflammatory
myopathy, IIM) , 2 5 K Bl L, O JIE 32 52 )
WF 98 % B TIM 190 L2 R AFEAT 3K 64 00, 5 R I L
WL, HHLHI Sy fi 92 2 6 4 e Bk o0 WL AR A B0 K 32
i o PIVLT O JUE 14 5% 1 30 T 3R 80K f 4R L0 R
B RGO NEET SR DI RS o TR ST Bedf = Ao LR
Wt (non-ST-elevation myocardial infarction,
NSTEMI) i je 4k 2l bk 4 i A 2 S350 . PM Il IR
RHMZH OS2 RIAER 5 NSTEMIA A Z
b, T g O LR A0 b AR A T R A I R R B R
12, M B 5 S6 7 S S o H HTAH OG5 5
L5 1 Bt PMUC IR B A IR A R A iR
22 1 K 58 0 S R AW 5T LA SE a2 W fE i P . A
S A RS 1 PM B2 S NSTEMI 5% ], 3 46
ST IRIZ IR A ik AR 25 G I R A A R bR SR A Ak
WFFE R, B PV I 2R AR 50, o 050 48 25 5
Wit %

9% 51 7% A

—f&En B, HWOREMR =T
10K, INE 1 R"EiE . BHF AR T4 B T Bk
PR B o] = g, 1 2l e IR N B R RS WA 22
fife , AEAA TE S R . T A BE AT H R fin B, TS
BN, EEE B FHRRILERT2. ¥
K AR D WL &0 WLWLES 25 T (cardiac
troponin T, ¢TnT) 1.52 ng/mL, Wl £ & H
(myoglobin, MYO)2 100 ng/mL, JJLER # A [7] T fi§
MB (creatine kinase-MB isoenzyme, CK-MB) >
300 ng/ml; N K i i 4% BK #1744 (N-terminal pro-B-
type natriuretic peptide, NT-proBNP) 652.8 pg/mlL,
JIF B fE e on N TR & BE % T (alanine
aminotransferase, ALT) 133 U/L, K 4 % g % %t %
# iff (aspartate aminotransferase, AST)239 U/L, ]l
JiF 71 pmol/L. &2k 0 WIBESE A] BE , 3% 5 BV % 2
212, 2208EWI T AVF.V4~V6 ST BHAK .
MkzER ., ZE0NFREY :MYO 2700 ng/mL,CK-
MB>300 ng/mL;cTnT 1.51 ng/mL ; AL i 2 34 il
(creatine phosphokinase, CPK) 5 547 U/L, #L & i
A (lactate dehydrogenase, LDH) 1 326 U/L. &
i NSTEMI, F 300 mg Bl & VC AR +180 mg # 4% Hii
WP/, R AL NFE SFIRE S B F TR A
4G B 5 A, ARSI K A A A I B IR

g S5 A IR B 20 4, 10 32/ OK s I 5 mIA K
T U RS T8 A5 9 50 o O B A R A e R R B S

NG AR 2 IR Bl ik 1 0 T
4+ (global registry of acute coronary events,
GRACE) W43y 137 43, SB[ B 4.35 mmol/L, {&
# & B8 % H (low-density lipoprotein, LDIL)
3.4 mmol/L, T 4k 22 ] &) VTR + 5 4% i ¥ Bt il /AR
TR BT A YT R AR A I 2R BUBE  FE B SR K ]
PR oo B A% = UE S5 AT 9 Bk 3 52« A2 TR S (left
anterior descending, LAD) H1 Bt 90 % $ %%, it Bt 90 %
e 7S 5 55 — %t A 3 (diagonal branch 1,D1) 1 Bt 90%
WeAE P BEo0 Y BRZAE . DUE ] 2.25 mm X 20 mm 24
Yy 5k 4 (% E CARDIONOVUM 2 7)) §" 5k , LAD
A 2.75 mm X 22 mm Resolute 3 28 (25 E £ 25
AR (B, RIFEETH WHR =), & A0
A& K0 L AR A 4 (CK-MB>>300 ng/mlL, CPK
4121 U/L,cTnT 1.65ng/mL,MYO 2737 ng/mL )%
B JC WA W oA o R 4 T BT T AR AR T, Bk il AR
JHE + AR AT 22 A [N L 0 A e T IR 22 44 w8 s e 1L e
TRF o B A RN Pl 4p B R e o W A8 T B
VG128 A0 ARED O UGS

A: 90% stenosis in the mid-to-distal segment of the LAD before
intervention; B: Post-stenting angiographic image of the LAD.LAD:
Left anterior descending.

1 BRRENZEAREARX
Fig1 Comparison before and after coronary stent

implantation surgery

ZRANRMWE L BEWBE4R)E, AT BTG
JIHEAT N, R R RO S5 R AT T 2R R
F7E ASBESE S, B U BVL R BRI, A5 DA Fel M |
AR RGeS 5 2. BERINERT2HE, 2
# ¢TnT 1.58 ng/mlL, CK-MB>>300 ng/mL, CPK
6340 U/L,ALT 159 U/L,AST 286 U/L ;> o, [ %
BT I Bl o 45 T B B L Wi A B . ABE S A
MR < H0 S WL NI, D R 3 os JUL 0 IV 2%, 3 iy
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Vg DY SRR SE TC S s AR WL e K5, R WL Gotron
fiE 4R AR K ey BAAE o 38 8] 0 A5 AR E A ILTE
I3 HIOKME R Rz ) 1A A A, B s LA TG
390 AR B A WA TR I AR AT I

ZRANRES % T Ak R IR YT
FH MG B, S AR AT 2 A + MK L BT . B2 L
ESPTNPR 7 & i | NS BTN SRS ==Y R N
ARG L UL AN R D0 5 W 8 4 22, S AR R R A I E
Mz s i 2 A LA 3 /E H {7 (compound
muscle action potential, CMAP ) it i B8 , £ #h £ 1%
534 ¥ (nerve conduction velocity, NCV ) I Jili 18 , 4%
B 32 2y FER T P 22 A% e TR R R AE R 32 2
2 F PV PR E 5, 328 5 WUUR Pk 450 35 WL i
J5B MR 755 XA 458 350 S KI5 22 2 JUL PR K i ke ke 722 X)L
A A U K o LR PRI 7 < B0 Ro-52 Bt
100, HT PM-Sc1100 4T 14 87, 4t PM-Scl75 14 91, JiF
fif 5+ % , C JZ i 2 1 (C-reactive protein, CRP) JG 5% ,
YU PR (antinuclear antibody , ANA) 1:1 000, H14%
LA AR I BT AR 1S JC iR, B 5 & R (procalcitonin,
PCT)f M o “IRABEE S 2K il CT 7« XU T
I A0 1) BT P 4 0E o 1E KRR 2, 2 W E L TIM
(PM) , [B] J5t P4 il 58 , St Dk S B ARG o T Wk e
T 60 mg(qd) BT RIGIT B AR 4P E IR TT . AR
HAE 4 58 3% PET-CT . LA & & AT A sk 35 H
BT

BT R WEMNE B BN KAL) W 4
B M BEAT AR R =V LBk IV .
HBERT & 2 ¢ TnT 1.26 ng/mL,MYO 2 156 ng/mL,
CK-MB 294.5 ng/mlL,CPK 3 388 U/L, &5 br ¥ A
Frlf i . B B E LA T RGRRE DT 46
KR 2=V 4

T TIMR — 41 LA B s L PR 8 1 48 6
REAE 1 S 5T M R L R R B TR A OGS R AL
Mg LA F B M E k5 2 LR
(dermatomyositis, DM) | $it & % B it & &8 & 1iF
(antisynthetase syndrome, ASS) | 1 # & L %
(inclusion body myositis, IBM) | . % /1 5 3K 5 P )L
4 (immune-mediated necrotizing myopathy, IMNM )
AMPM™Y . PM g X0 WU TE T LT B 1% 95 it vk
AR IR 75 N N 1 S S IR Tl ol 2
CDS8"T 4t il 2 i , Jo HAth 25 4 5 1 UL A9 45 A (R
DM . IMNM | # & JJL 4 5 UK 1 IBM)

PM (32 Wi 224 (1) IR AE Y > 18 % W 2tk
ol B B R BOR RO R IR R R
XoF BR 9 A4 T T3 R B ILIE 77, 3 v T T 328 g L 30
WL EE F 3 L (2) 1 3 LR 3 6 & o (3) AILFR &
PE R0 B LR M 0 o (4) L A s 3 4 s L T 1
E WU B 22 & e A (i) kb 43 A 1 5 2 40 it
R CLLT 9k B 40 B A 32 ), WUET 4 i A 32 22 41 U
ZHEE AR 1 (major histocompatibility complex |
MHC- T )&% ik, CDS™ T 4 i [l L 75 2 45 IE &
) 2635 MHC- T 19 WILEF 2 J8 181, sl 4= AR 38 L2
4 (5)JC DM R#AEM: K2 92 (40 Gottron F¥8 L [n] FHYZ |
PR AEAE ), JCHH OC 245 4 F o 4 fk s, OC HOIR R 2
B 5 W SE AW s, B WL IR AN R AR R L
(6) WL IR 5 B2 B A1 5 DL 28 780 7y A 351 LS 0L 77
AR AEAE R MR

PM #l NSTEMI 7£ Il JK 3 3 F A7 16 — & 1Y Af
L, o R A 0 LR 759 T v R o) i bR R 1
LT A5 BR12 . W T A& I [A] 23 X0 46 9 45 21
A I e A0 R RS ARG A X L & TR LA 18 W R S A
fiE, FL T 22 4 Ml H AN HE A7 BRIE AG, B x F
NSTEMI Y i AL IR HL Bk v o AR il i 35 3 T
J el = 07 A MR T 9 i R B WUAR JE W T
LG s i ) AN PR, 2000 T 53 B LA T )
AR, BETT R 2 0 NSTEMIL, & ki % % Bl LAD
BrooY M i Bt 90 % BeZE s D1 B 90 % B,
BrooYs e, 4540 WU 35 25 5 ORI DR R, 45 &
56 kA ARITBIFRAET o BRI 3 KB E O NUARE
P9 TC B . B 3 4R s 5 kOB A% 9 A R 3 I 1 Y
AT . BE R A B, WUP 7 2 B 0 ek 55
o HEBUR BT s LA TG A7, TRl A L o S 22 L
A MR 7R LR K i, JULH P61 7 JOL T 1 452 405, B 432 Wi
4 PM.,

4 B K 2 e R PMLAT — i AR L 48 1 4R E 45
13 )5 FEA LD 23 0] B ¢ Tn'T, 1 A BE L ¢ Tnl, PM
BRI cTnT 8w B Tl AR AR, Pk n]
K W Tnl RLi2 Wi 0 0F Al 00 E 52 RAF L. A HF 58
SEHT M 12~24 h ABE A9 NSTEMI & 35 1y AH OG0
WUIK 36 A= Ak b & 9 & B, # F CK L. CK-MB . CK/
CK-MB X} PM il NSTEMI #F 17 % 5112 Wi , v] fig £
AR LZEIEES NS EREZ, M cTnl,CK/cTnl
CK-MB/cTnl P 2 2 [8] JL - JC 2 & B4 , 48 501 n] &
PEW R . BAKF I PM 59 ¢ Tl {5 41 % NSTEMI
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FEAR, 1 CK A CK-MB { A %} T NSTEMI % 5,
It PM () CK/cTnl fil CK-MB/cTnl {25 ¥ & , 4 Bl
T % 5 PM ORI NSTEMI™ | {H 3% F 55 5 IR T & 9%
12~24 h BB B, 0 T ASLE B (8] 6 9 B B8 3 2
A B2 Wt 18 14 75 iF — 20 ES2 .

IRYT 5T, PM i 2 85 R RS 4 Bl AL FRAE 5T
H AT S 23097 1 58 22 R IR T [l Bk o AR K
26485, PM R H 22 iR T e il WUE R4
H AT Rz B R AR R IG T PM B B 259 X0 T
W P 5T I 3R AN BEURK (T 52 2 K 43 i A Sk ™ Y
A, Al T s i S5 5 X5 8 ™ E ) PM
R G DR W H 5T 8 3 VA 97 6 AT P e bk e 92
Bk # 11 (intravenous immunoglobulin, IVIG)" . 7
151) 8 25 A T ik e e v o7 ROR R 4F, I 22 A A
Bl V5 B0 UR L 25 ) ) KRR R L BB E I A ) T
4 fili 5 (interstitial lung disease, ILD) [ 5 14 2 IE 4
NG R 22 B, ILD J2& TIM 58 K Jili Ik 5 & DL 1) s R 3%
B, ELRR A 58 P L A OG 8] J5 P8 fii 95 9 (idiopathic
inflammatory myopathy-associated interstitial lung
disease, IMD-ILD ) 4& 1IM A 4 E05% A1 250 1) 5 2 5
PR TR 20 W AR 12 ) e U AG: il C T AN
fili Ty g7, b E A A U F R G g B R B A
BT

KO FHEMIMKERE R AAZMAGEZ R
B RF R A I R B e R 2 e A Y )
fig. BEYIZE R RO B PR ST Bk,
OWUAR E W T, 8] i e Bk i 52 % B3 LAD K D1 2
Ak 90 %% B 7AE 454 NSTEMI 12 Wids ife , 7 B & &
A ANIRIT I BB 8 AE DO X2 e Y Ak B Ty 5 A B
HaZ o R, BE ARG 0 UbR S IR TR, IR
PRAE IR AL A 58 42 G2 fiff , 42 75 B — 10 LBk I AS 5 ¢
A il R NG HE e L B DT O AR b AR D B AT
PEXUT CTE 7 LSRR R A 252 B 780 1 28 P UL
I,k — 2D G Ay e B0 UL H ] A UL MRT ¥ S 5 JILJE
PEL LR PUA B , & 40120 PM,

HARA) 8 & Z LR %12 8 NSTEMI, H I
PROBE 0o Ml R RLAE R B R LR E Y
NSTEMI 5 Z L & Ht 9 09 /T ge M . SCHR IR 27
PM/DM i & Az 0 I8 PR B U A 5% i | XU 3
fe R RV A A U OSB3R S TR E AR
PM/DM 4 3 5 5 8 75 0 3l B/ 500 18] Bl
7 114 AR 5 B ARl R N A B T X O i A

P IO R 1 B A T PMY/DM 5 I IR 150
JE 2 . PM/DM Xt L4 28 46 09 52 i AT 4K
A O AL S 0 LR SR B0 ik ks A B A o0 IS L0
J75E B R0 A O W SR Lo LR i R ok &2 I
L HIL ) AT R 2 4 B ol R 0 2008 1 4 RE X0 JIE
() BB Bt , A 4G TIMOA SE BT (A X0 LA 32 357
A RE O JIE X W A S5 A B TR 35 ) SRk 496 i ] 42
K AEVEFRY . TIM AR ¢ F 24t vl R 3G i 8 3 & A= 3
Uk 5 A B A O LA S 42 100 DRSS a2 [ R B o
PFE TAK IR EE I R O FE T X 2
S5 X 9 191 FsF, IO E LS A B I B A RE A JE A
2 YW 5% 0 WL 3 A5 Ak, 35 A0 A B RE IR AR AE
TR S A U A MR A B B R 1 25 46
% A M L A5 At RT RE

AR E ST IR T 2 LR AE %A B
WS AT RS R SR T 2 2R B ME R Ak
o {91065 B oA R N DA Ak R IS AL 8 B 1
i Xof = L TR0 JUE o 26 B A e ), e R R
B AT IR T J B 1A LA R I I 0 — 2B 5
LR P UL A R SR A A, L HEBR DL B . I
A, VR 3E b 2 T 5 BN 5 1 X UL PR A A o AL ok
FIRIZ WIS, Wk B IR T I TR I 56 1 Stk o
L35 4 14 T80 5 6 Al 28 0 1 K B s il L AR Ak
Wi R T, W AR S50 RN S508E KUK

EERBAER 22 RO BEHAB
e B PIRISIT, BRI IR SR .
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