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The authors wish to make the following changes to their paper [1]. In the original
publication (pdf), there were mistakes in the legend for Figure 3 and in some text. Several
lines of the legend were deleted, and one false line was inserted instead. Intermediate
filaments were erroneously abbreviated as “Ifs” twice (each) in the Abstract, Introduction,
and Discussion. It should read IFs throughout the text.

The correct legend appears below:

Figure 3. Partial desmin IF collapse, sarcomere inhomogeneity, and altered relaxation
kinetics of isoform P1d-deficient myofibrils. (A) Immunofluorescence microscopy of teased
EDL muscle fibers from wild-type and plectin isoform P1d-deficient (P1d-KO) mice using
anti-desmin- (upper panels) and anti-x-actinin-specific (bottom panels) antibodies. Nuclei
are visualized using Hoechst staining in the upper panels. Note the massive accumulation
of desmin-positive protein aggregates in the interior of P1d-KO fibers at the level of Z-disks
(arrowheads) and the preserved perinuclear desmin staining pattern (arrows). Scale bars:
10 pm. (B) Electron micrographs of longitudinal soleus sections showing disturbed Z-band
alignment and myofibrillar phase displacement in P1d-KO muscles. Scale bars: 1 pm.
(C) Picture of a myofibril bundle mounted in the mechanical setup for force measurement.
(D) Myofibril bundles isolated from P1d-KO mice were immunolabeled using antibodies
to plectin. Note that hardly any plectin signals were obtained in P1d-KO myofibrils. Scale
bar: 10 um. (E) Statistical evaluation of the sarcomere length of myofibrils isolated from
wild-type and P1d-KO mice. Mean + SEM (wild-type (n = 19), MCK-Cre/cKO (n = 20);
N = 3). (F) Statistical evaluation of the passive tension of wild-type and P1d-KO myofibrils.
Mean £ SEM (wild-type (n = 15), MCK-Cre/cKO (n = 21); N = 3). (G-J) Ca?*-induced
force development of wild-type and P1d-deficient myofibrils was assessed by switching
from relaxing solution (pCa 7) to activating solution (pCa 4.5), yielding the maximum Ca?*-
activated tension Fnax (shown normalized to cross-sectional area of myofibrils in (J)) and
the rate constant kact (H). The rate constant ktr was derived from the force redevelopment
induced by a release-restretch maneuver applied to the bundle during Ca?* activation (I).
Mean + SEM ((H) wild-type (n = 15), MCK-Cre/cKO (n = 22); (I) wild-type (n = 14), MCK-
Cre/cKO (n = 21); (J) wild-type (n = 15), MCK-Cre/cKO (n = 22); N = 3). (K) Switching to
Ca?*-free solution leads to a biphasic relaxation that was fitted by a biphasic function (see
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Methods section) yielding the rate constant of the slow phase (kry, (L)), the duration of
the slow phase (t N, (M)), and the rate constant of the fast phase (krgr, (N)) of force decay.
Mean + SEM ((L-N) wild-type (n = 13), MCK-Cre/cKO (n = 19); N = 3). (O-S) Protocol to
test mechanical stability of myofibrils against eccentric contractions during Ca?* activation
(O), statistical evaluations of the force reduction (P), the rate constant of the slow phase
(krin, (Q)), the duration of the slow phase (11N, (R)), and the rate constant of the fast phase
(krpr, (S)) after eccentric contraction. Note that, in general, relaxation kinetics were slower
after the eccentric contraction protocol in myofibril bundles from wild-type and P1d-KO
mice (dashed lines in (Q-S) represent values of respective parameters before the eccentric
protocol, as shown in (L-N)). Also note that P1d deficiency enhances this effect, as the
duration of the slow phase was significantly prolonged and the rate constant of the fast
phase was significantly reduced after eccentric exercise in P1d-KO compared to wild-type
myofibrils. Mean 4+ SEM ((P) wild-type (n = 15), MCK-Cre/cKO (n = 21); (Q-S) wild-type
(n=13), MCK-Cre/cKO (n =19); N = 3). * p < 0.05 compared with wild-type, t-test.

The authors state that the scientific conclusions are unaffected. This correction was
approved by the academic editor. The original publication has also been updated.
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