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[ Abstract])
markers in muscle biopsy and idiopathic inflammatory myopathy (IIM). Methods Thirty-seven patients with

Objective To investigate the correlation between the expression of ER-induced autophagy

immune-mediated necrotizing myopathy (IMNM), 14 patients with dermatomyositis (DM), 6 patients with
anti-synthase syndrome (ASS), and 10 controls were included in the study. Histological sections, Western
blot and real-time quantitative PCR were used to detect the expression of endoplasmic reticulum stress-induced
autophagy pathway. Results Endoplasmic reticulum stress-induced autophagy pathway is activated in biopsied
muscles of patients with IMNM, DM, and ASS. and the expression of endoplasmic reticulin, glucose-regulato-
ry protein 78 (GRP78)/BiP in skeletal muscle is associated with IMNM autophagy, muscle fiber atrophy,
muscle necrosis, muscle regeneration, and disease activity. Conclusion Endoplasmic reticulum stress autoph-
agy is associated with IIM patients and disease activity of IMNM, and the endoplasmic reticulum stress re-
sponse may be the cause of skeletal muscle injury and repair in IIM.
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body, CN-1A) . $i KU 4t PMSCL100.4t PMSCL75 #I
Hi ROB2 Hifk)
1.2 JLAITE R AN S e 2k 2

FiA AN B E TG .. SRR
Fa- AT ol A% B3 2 (Gomory dyeing, GOMO-
RID R 2 it AR T Je e P M — % H R (Nicottin-
amide adenine dinucleotide, NADH )-JU 4 M 1A J5i
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20 R KG B 4 /0 2 20 RDKG B 23 5 1 BT (Nerve
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2 U o bR T Fiji 8

THaEE B 5 s o b B (g 437 B R) D [ M
(P25, P75) JABIH + b (x £ 9) 5 AR R
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SR IR A ISR ISR SE AN AR . 1 (4G Bt SAEL
FHT EJ Prp i Hoag i PR B0 32 2000 3 R 25 40, 1
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WS 1 A E T B A2 300 2ok AR 1 i 7 L PINK1 Al
BINP3 4ifih % 54 22y 409 & 11, IMNM 41, DM 41
H1ASS 41 (1) PINK1 3 K 7K - 35 2. 2 7+ 55, DM 41
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|2 PR AMESRAENE NG A A4 JUL AR AR v pA) Bt IO IS 38075 ) L AR G 3 FRIRE R A R KKK (7 )

iE| Xt B4 IMNM 4] DM 4] ASS 4 F p
BIP 1.23£0.32 3.46£0.28" 3,890,297 1.86£0.26 6. 47 0. 00
P-JNK1 1.34£0,27 1.72£0.22 1.81£0, 24 0.96%0.29 0. 47 0. 43
INK 1.27£0. 31 2.41+0, 22" 1.83£0.39 1.06+0,29 3.34 0. 00
P-clF2q 1.21£0,29 2.4740.26" 2.59%0.26" 1.46£0.25 7.47 0.00
eIF2q 1.20£0.31 2.36£0,22" 2,560, 24" 1.36£0.8 6.77 0. 00
Beclin-1 1.20£0, 34 3.54%0.28" 5.83£0.29" 3.99%0.21* 14,56 0. 00
ATG12 1.43£0,32 3.89£0,22" 4.87+0.28" 1.76%0.22 8. 41 0. 00
P62 1,230, 21 2.48%0.25" 2.33£0.26 1.06%0.28 3.68 0. 02
BIP mRNA 1.09£0. 38 3.06£0.29" 3.45%0.28" 1.46£0.29 6. 49 0. 00
EDEM1 mRNA 1 11£0,23 3.74%0.22" 4.850.28" 6.06£0,2" 9. 47 0. 00
XBP1 mRNA 1.23£0.27 2.78+0.26" 1.53£0.32 1.58£0, 24 3,45 0.03
CHOP mRNA 1 14£0.25 1.48%0.25° 1.99£0, 21 1.46£0.22 4.43 0. 00
ATG5 mRNA 1.15£0.28 2.67%0.21" 2.88%0.31" 1.36%0.23 7.71 0.00
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DM FI ASS 1 fi 5% Ji) Fil 45 475 19 B 45 L A6 vh 0tk
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BIP 1.03+0. 22 11.42+0. 38" 4,23+0,22*% 1.46%0. 24 15. 47 0. 00
P26 1.3140.25 7.72+0.28* 3.31£0.21" 1. 66 0. 29 7. 43 0. 00
1L.C3 1.21£0. 30 6.4710.24* 3.85+0.31* 1.46 0. 26 5.37 0. 01
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X R, © P<<0. 05
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3.

A
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