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Figure S1 Homeostasis Model Assessment of exposure to DEHRIuced IR.

Homeostasis Model Assessment of IR (HONMR) and quantitative insulin sensitivity

check index (QUICKI) were calculated from fasting blood glucose and serum insulin

values( n =i IpGe r gA. 6IONVAMR calculated as fasting glucose (mhl)

fasting insulin (W/mL) /22.5B. QUICKI calculated as A(In (fasting insulin, (4J/mL)

+ In (fasting glucose, mg/dL)C. The t ot al area under the curt
(Figure 1D) cal cul at edAlulsi gt @ hwene apre®e
mean N SEM. *P < 0. 05 pcocsretdr arli crei,c e *wPs .< DE HF
vs. ERBEKHRPsed mice.



Figure S2
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Figure S2 Antioxidant treatmenti n D EBHE X p 0 s e.dnicenwere subjected

to 2 mg/kg/day of DEHP dissolved in corn oil by oral gavage for &&wand2 mM

of NAC was admirstered to DEHRexposed mice in drinking water throughout the
experimental periodd. The bodgnwei gt mi Bdhpstsemomp) .
ins@hi mi Ip@r gC-bUhpage.r dmveefl sreduced gl utat hi c
and oxidized glut emit peongThaaP§&) chated GSH/
was shown IiEAF. TFhiegu@&8@8S2S@or mal i zed tonprotein
SkM (n = 5 mikce opalrcylratuepd . GSH/ GSSEG was sh
The AUC ofi FRihgud(d@dGEH 5 mi cleThherquwamtuipf)i cat i c
thashévels (without pAktntdhe 6ikaméliancadbndn o
SM.Quant it atwievwed rrneasluilatpsihh.leyp r@sent ati ve west
i magwese s§ROWAKN(E=3mMi per gr éaitpe Ppe esented as t
mean RNPSED. 05 c v ©DErH®IXx proiscea Pmi Gece@rit*r*o | mi c e
VDEHEXxposedP<miOc €0.5e dDEHPedD.BH®®E posed- mi ce co
treated wi<t ID.NAE DESMFeWdD.BEHEPRpPpOSsSedt meakedo
with NAC.



Figure S3

Figure S3 The differentiation of C2Cl12myoblasts(0-10 day). Wh etnhe C2C12
myobl asts reached 80% confluence, the cell
consistinguppl &M&EMt ed wi.tMy o2 bbker syser seus m

experiameéeetrs 6 days of differentiation.
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Figure S5
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Figure S5 The role of miR-200aon Keapl-Nrf2 signaling in C2C12 myotubesThe
C2C12 myotubesveretransfected wittb 0 agemiR200a or2 0 0 antdgomir
200af or (43 hi ndependenA. ThemRPNA exprassiontokeppl
normalizedby Gapdh B. The mRNA expression oNrf2 normalizedby Gapdh Al |
data were presented as the mean N SEM.
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Figure S6 The effects of Txnip inhibition on DEHP-treated C2C12 myotubesA.

The mMRNA e xTpxrnei fisHP-trestedC2C12 myotubegs k3i ndependent
experiGampdiay used as t hBeD C2»@QWIA nmy actonbteso | we
transf eslixendnpd-t tbat @& @iEHB corresponding controls

(3 i1 ndependenB.ThepeRNAereX®Y reisgeinoan i afed by
Ga p dOh T h expression of miRROOanormalizedby U6. D. T h iasulin-stimulated

2DG upAlalkkedata were presented as the mean N

control as indicated.
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Figure S7 The effects of Nrf2 activation on DEHRtreated C2C12 myotubesA-B.
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e X p er i ubevastusell to normalized mE0aexpressionG. T h expression of

miR-200a in C2C12 myotubesc ot r enaittehd t a glo/rmi asdick n o p
correspondirmig ndeptmnadle nt. Uewap useditamermalizej
miR-200aexpressionH. T h expression of miR7 in C2C12 myotubesransfected
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Figure SO Overexpression of miR17 in SkM was resistant toDEHP-induced

oxidative stress and IRA. Thefasting serum insulin (a6 mice per groupB-C. The

serumlevels of GSHB) andGSSG(C) (n =5 mice per group). The calculatedrum

GSH/GSSG ratio were shown in Figute. D.T hAUC of theBi gRPG&T7F

=5mi ce perE-Fgr dghueant i tadt ipoAEGtn chGIl u F)4

nor mal i zpdhsBmi @ger gTlmphresent ati ve western
were showhime@dmi per gG-l. Uhelgvels of GSHG) andGSSG

(H) normalized to protein contemmt SKM (n = 3 mice per group). The calculated

GSH/GSSG ratiin SKM were shown in FiguréK. |. The quantificationdatafp r ot e i n
expr eosfsigoennes rel at é(hd3miope ix | gTabel ptleo tsatlr epsrsot
was nor mali zed by Gapdh and the protein
nor mal i zed Thbhye pLraensienn tBalt.i v e wersd esr b god rogn i ma
7 M J. The quantification of average mitochondrial area in SKM determining by

manually circling 15 mitochondria per mice£r8 mice per group). The representative

TEM images were shown in Figur®. All data were presented as the mean £SEM.

*P < 0.05 vs. contl mice infected with AAVYControl, **P < 0.01 vs. control mice

infected with AAV-Control. #P < 0.05 DEHExposed mice infected with AAV

Control vs. DEHPexposed mice infected with AAYhIR-17, ##P < 0.01 DEHP



