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Ca2+ flux from the ER to mitochondria is a major determinant of 
several mitochondrial processes. Basal Ca2+ oscillations drive 
mitochondrial metabolism for the production of ATP and mi-
tochondrial substrates used in anabolic processes (Cárdenas et 
al., 2010; Fig. 1). In contrast, mitochondrial Ca2+ overload can 
lead to mitochondrial permeability transition pore opening and 
subsequent cell death (Rizzuto et al., 2012). Dysregulation of 
Ca2+ fluxes is involved in several human disorders (Rizzuto et 
al., 2012; Marchi et al., 2014; Krols et al., 2016), and its tight 
regulation is therefore crucial. This regulation is achieved by 
local modulation of Ca2+ transport systems, the tightness of 
the association between ER and mitochondrial membranes and 
the ER Ca2+ load. The ER Ca2+ load is determined by ER Ca2+ 
uptake systems (sarco-ER Ca2+ transport ATPases [SER CAs] 
with the ubiquitously expressed SER CA2b as the housekeeping  
isoform) and intraluminal Ca2+-binding proteins like calretic-
ulin, calnexin (CNX), and GRP78/BiP, which maintain high 
Ca2+ levels in the ER. Activation of the intracellular Ca2+ re-
lease channels inositol 1,4,5-trisphosphate receptors (IP3Rs) 
on the ER membrane leads to stimulation-induced Ca2+ release 
from the ER. At membrane contact sites between the ER and 
mitochondria (Fig. 1), where the ER and mitochondrial mem-
branes are held in close proximity through protein tethers 
(Krols et al., 2016), specialized ER microdomains known as 
the mitochondria-associated membranes (MAM) are enriched 
in IP3Rs. IP3Rs are physically connected to voltage-dependent 
anion channels type 1 (VDAC1) in the outer mitochondrial 
membrane via the chaperone Grp75 (Szabadkai et al., 2006; 
Fig.  1). As a consequence, the local Ca2+ concentration rises 
to higher levels within these microdomains than in the cytosol, 
creating Ca2+ hotspots needed to overcome the low-affinity Ca2+ 
uptake properties of the mitochondrial Ca2+ uniporter complex 
(Rizzuto et al., 2012).

The activity of Ca2+-transport systems like SER CA and 
IP3Rs is controlled by several interactors. The oxidoreductases 
Ero1α and ERp44 directly interact with IP3Rs and modulate its 
Ca2+-flux properties in a redox-sensitive manner (Higo et al., 
2005; Anelli et al., 2012; Fig. 1). In addition, the Sigma1 re-
ceptor, which is enriched at MAMs, is released from the Ca2+- 
dependent chaperone BiP/GRP78 and promotes prolonged ER 
calcium release through the stabilization of IP3R3 when ER 
Ca2+ content is low (Hayashi and Su, 2007; Fig. 1). SER CA2b 
activity is modulated by CNX, which is targeted to the MAM 
in a palmitoylation and phosphofurin acidic cluster sorting  
protein 2–dependent manner (Roderick et al., 2000; Lynes et 
al., 2012, 2013). Similar to IP3Rs, SER CA2b is sensitive to the 
redox state of the ER lumen. SER CA2b harbors cysteines in 
its fourth luminal loop (L4), and oxidation of these cysteines 
by ERp57 inhibits SER CA2b activity (Li and Camacho, 2004; 
Fig.  1), though this conclusion has been challenged (Appen-
zeller-Herzog and Simmen, 2016). Moreover, the redox-sensi-
tive protein SEPN1 was recently shown to bind to the SER CA2b 
L4 cysteines and to enhance its ER Ca2+ uptake activity, which 
protects cells against the reactive oxygen species (ROS) pro-
duced during oxidative protein folding (Marino et al., 2015; 
Fig. 1) In this issue, Raturi et al. describe thioredoxin-related 
transmembrane protein 1 (TMX1) as a novel SER CA2b-in-
hibiting protein at ER–mitochondria membrane contact sites, 
thereby providing new insights into SER CA2b regulation (Ra-
turi et al., 2016; Fig. 1).

TMX1 belongs to the family of protein disulfide isom-
erases and consists of an ER luminal domain that harbors a 
CXXC reductase active site, a single transmembrane domain, 
and a cytosolic stretch that contains a palmitoylation motif, 
required for targeting and/or retention of TMX1 at the MAM 
(Lynes et al., 2012). Raturi et al. (2016) show that loss of TMX1 
in cultured cells increases ER Ca2+ uptake and enhances cy-
tosolic Ca2+ clearance. Interestingly, the impact of TMX1 on 
SER CA2b was partially antagonized by the SER CA2b regu-
lator CNX (Roderick et al., 2000; Lynes et al., 2013). Conse-
quently, TMX1–SER CA2b complexes were more prominent 
in CNX-deficient cells, and vice versa. Yet, it remains unclear 
how each of these proteins modulates SER CA2b activity and 
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how they influence each other. At the functional level, TMX1 
was proposed to inhibit SER CA2b based on the fact that loss 
of TMX1 led to an increased ER Ca2+ uptake rate and a cor-
responding increase in ER Ca2+-store content, measured with 
genetically encoded ER-targeted Ca2+-sensitive biosensors. 
However, further work is needed to assess TMX1’s effect on 
SER CA2b activity, by using more direct SER CA2b activ-
ity assays like ATPase measurements in microsomes of SER 
CA2b-overexpressing cells expressing or lacking TMX1, or li-
posome-based systems using purified SER CA2b and TMX1, if 
feasible. Alternatively, changes in ER Ca2+-leak pathways and/
or intraluminal Ca2+-buffering proteins could partially account 
for the observed TMX1 effects. Strikingly, cells lacking TMX1 
displayed a reduced increase in cytosolic [Ca2+] and “relative” 
drop in ER Ca2+ levels in response to extracellular agonists, de-
spite a higher ER Ca2+ store content. This was explained by the 
enhanced ability of the ER to retain Ca2+ through the activation 
of SER CA2b. A challenging aspect of this model is the differ-
ence of several orders of magnitude in the kinetics of Ca2+ trans-
port between fast Ca2+ channels like IP3Rs and slow Ca2+ pumps 
like SER CA. It is possible that this imbalance is compensated 

for by a high local concentration of SER CA2b pumps over IP3R 
channels, e.g., in ER–mitochondria microdomains, or by very 
short opening times of IP3Rs.

As both TMX1 and CNX are enriched at the MAM 
and both their interactions with SER CA2b depend on their 
MAM-targeting palmitoylation motif (Lynes et al., 2013; 
Raturi et al., 2016), Raturi et al. (2016) hypothesized that 
TMX1 locally regulates SER CA2b, thereby impacting ER–
mitochondrial Ca2+ flux. Indeed, cells overexpressing wild-type 
TMX1 showed an augmented flux of Ca2+ to the mitochondria 
after IP3-dependent stimulation of the cells (Fig. 1 A), whereas 
cells with lowered TMX1 levels displayed a diminished mi-
tochondrial Ca2+ flux (Fig.  1  B). Though the modulation of 
ER–mitochondrial Ca2+ flux by TMX1 could be related to its 
effects on SER CA2b activity, other factors are likely involved 
as well. Indeed, Raturi et al. (2016) demonstrated that the ER 
and mitochondria in TMX1-deficient cells show a lower degree 
of tight association, which is a well-established determinant of 
ER–mitochondrial Ca2+ transfer (Csordás et al., 2006). How 
TMX1 affects ER–mitochondrial coupling is currently unclear. 
TMX1 may be involved in a protein complex tethering both 

Figure 1. The impact of TMX1 on Ca2+ signal-
ing at the ER–mitochondria interface. The phys-
ical linkage of the ER-located IP3R channels 
and outer mitochondrial membrane–located 
VDAC1 channels establish “quasi-synaptic” 
transfer of Ca2+ from the ER to the mitochon-
dria, where Ca2+ is imported into the mito-
chondrial matrix via the mitochondrial Ca2+ 
uniporter (MCU) complex. Mitochondrial 
Ca2+ transients are essential to stimulate ATP 
synthesis through the electron transport chain, 
whereas mitochondrial Ca2+ overload trig-
gers apoptosis. Release of Ca2+ from the ER 
toward mitochondria is controlled by different 
factors, including redox-sensitive chaperones 
within the ER lumen, such as Ero1α, ERp44, 
GRP78/BiP, and Sigma1 receptor. Mitochon-
drial Ca2+ transients are able to trigger H2O2 
release from mitochondrial cristae, stimulating 
ER Ca2+-release events. In most cells, ER Ca2+ 
uptake is mediated by SER CA2b. The activity 
of SER CA2b is tightly regulated, and ER Ca2+ 
loading activity affects ER–mitochondrial Ca2+ 
flux. CNX is targeted to the MAM by palmitoy-
lation and phosphofurin acidic cluster sorting 
protein 2 (PACS2) and stimulates SER CA2b 
activity. Similarly, SEPN1 positively modulates 
ER Ca2+ uptake through SER CA2b. Raturi et al. 
(2016) add TMX1 to the SER CA2b regulatory 
network: TMX1 is targeted to ER–mitochondria 
contact sites through palmitoylation. TMX1–
SER CA2b complex formation is enhanced by 
ROS and is antagonized by CNX. TMX1 binds 
SER CA2b, causing its inhibition. (A) In condi-
tions of high TMX1 expression, TMX1 causes 
strong SER CA2b inhibition. This leads to an 
augmented Ca2+ flux to the mitochondria after 
IP3-dependent stimulation of the cells. (B) In con-
dition of low TMX1 expression, e.g., in cancer 
cells, ER Ca2+ uptake rates are increased and 
ER–mitochondrial contacts are decreased. The 
increase in SER CA2b activity together with 
the increase in overall distance between ER 
and mitochondria, which may impact IP3R–
GRP75 –VDAC1 complex formation, limits ER–
mitochondrial Ca2+ transfer and mitochondrial 
TCA cycling. This mechanism could contribute 
to the Warburg effect in cancer cells.
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organelles or may impact the expression of ER–mitochondria 
tethering proteins. An intriguing alternative could be that it is 
the ER–mitochondria membrane association itself that is sen-
sitive to ER Ca2+ levels or local [Ca2+] in the ER–mitochondria 
interspace. This may negatively impact the formation of IP3R–
GRP75–VDAC1 complexes, which are responsible for efficient 
ER–mitochondrial Ca2+ transfer (Fig. 1 B). Loss of TMX1 leads 
to increased ER Ca2+ content, thereby increasing the likelihood 
for proapoptotic Ca2+ transfers into the mitochondria under cer-
tain conditions (Rizzuto et al., 2012). Therefore, it is possible 
that a decrease in the overall tight ER–mitochondria contacts 
constitutes a compensatory mechanism that is needed for cell 
survival in the absence of TMX1.

The augmented Ca2+ flux in cells overexpressing TMX1 
was abolished upon expression of the palmitoylation-deficient 
or thioredoxin mutants of TMX1, which fail to interact with 
SER CA2b at the MAM (Raturi et al., 2016). Consistent with the 
essential role of the thioredoxin motif of TMX1 for SER CA2b 
binding, the interaction of TMX1 with SER CA2b was sensitive 
to the ER lumen redox state (Raturi et al., 2016). Chemically 
induced hyperoxidation promoted TMX1 targeting to the MAM 
and the TMX1–SER CA2b association (Raturi et al., 2016), 
whereas reducing conditions had the opposite effects. Hence, it 
is possible that TMX1, like SEPN1, interacts with the L4 cys-
teines in SER CA2b. However, the individual contributions of 
the SER CA2b interaction partners, including SEPN1 and CNX, 
and their interplay at steady-state or in varying redox-state 
conditions remain unclear.

Raturi et al. (2016) further underscore the emerging con-
cept that Ca2+ signaling and the luminal redox state of the ER are 
intertwined, especially at the MAMs. At the ER luminal side, 
ER Ca2+ release and uptake mechanisms are directly modulated 
by redox-sensitive chaperones and oxidoreductases. In contrast, 
ER Ca2+ levels regulate the activity of BiP, CNX, and calreticu-
lin, proteins involved in oxidative protein folding. In addition, a 
close interconnection exists between Ca2+ and ROS at the ER–
mitochondrial junction. Using an H2O2 sensor targeted to this 
interface, H2O2 has been shown to be transferred from the mito-
chondrial intermembrane space to the ER–mitochondrial inter-
face (Booth et al., 2016). H2O2 release is stimulated by ER Ca2+ 
release, and, in turn, these H2O2 transients are able to modulate 
ER Ca2+ discharge, as blocking H2O2 release abolished normal 
Ca2+ oscillations (Booth et al., 2016; Fig. 1 A). It is currently 
unclear how mitochondria-derived H2O2 influences ER Ca2+ re-
lease. Although new proteins and mechanisms regulating Ca2+ 
release emerge, the redox-dependent regulation of Ca2+ chan-
nels is not fully understood. Ca2+ transfer to the mitochondrial 
matrix via ER–mitochondria contact sites is important for ATP 
production (Cárdenas et al., 2010), so ROS-sensitive proteins at 
the MAM could serve as sensors for ER protein folding capacity 
that use Ca2+ to communicate the local ATP requirement to the 
juxtaposed mitochondria. As oxidative protein folding within 
the ER is a major consumer of mitochondria-derived ATP, such 
communication may be pivotal for normal cell proliferation.

Several proteins that regulate Ca2+ and ROS signaling at 
the MAMs are implicated in diseases, such as cancer (Marchi 
et al., 2014) and neurodegeneration (Krols et al., 2016), empha-
sizing the need for further exploration of the mechanisms con-
trolling Ca2+ and ROS signaling. Raturi et al. (2016) demonstrate 
that TMX1 protein levels influence tumor growth. In cell cul-
ture, reduced TMX1 protein levels correlated with a higher rate 
of cell death and a reduced multiplication rate. These findings  

are in agreement with a recent study showing the dependence 
of cancer cells to constitutive ER–mitochondrial Ca2+ trans-
fer (Cárdenas et al., 2016). Nevertheless, the conclusions of 
both studies diverge at the in vivo level. Whereas transplant-
ing TMX1-depleted HeLa cells in mice led to increased tumor 
growth (Raturi et al., 2016), pharmacological inhibition of 
IP3Rs (through the injection of the drug Xestospongin B in the 
tumor) resulted in a significant reduction of tumor size (Cárde-
nas et al., 2016). A possible explanation for this discrepancy 
relates to the different mechanisms by which ER–mitochon-
drial Ca2+ transfer is impaired. Indeed, a strong inhibition of 
IP3R channels by injection of the drug Xestospongin B directly 
impacts ER–mitochondrial Ca2+ signaling, likely leading to a 
prominent and severe inhibition in ER–mitochondrial Ca2+ 
fluxes. Because tumor cells depend on low-level Ca2+ for their 
metabolic requirements, loss of ER–mitochondrial Ca2+ transfer 
results in impaired tumor growth and reduced viability (Cárde-
nas et al., 2016). In contrast, partial depletion of TMX1 could 
indirectly impact ER–mitochondrial Ca2+ signaling by activat-
ing SER CA2b, leading to a moderate reduction of Ca2+ flux 
toward the mitochondria. This Ca2+ flux could promote tumor 
growth in vivo by contributing to the Warburg effect (the switch 
to aerobic glycolysis in tumor cells) and possibly by preventing 
the occurrence of excessive, proapoptotic mitochondrial Ca2+ 
signals, although in vitro data argue for increased cell death in 
the absence of TMX1 (Raturi et al., 2016). As the full range of 
TMX1 functions is unknown and the contribution of Ca2+ trans-
fer to the enhanced tumor growth upon TMX1 depletion was 
not studied, other mechanisms might be involved in promoting 
tumorigenesis upon TMX1 depletion. These seemingly oppo-
site effects of lack of TMX1 in vitro (with increased cell death 
and decreased proliferation) and in vivo (with increased tumor 
growth) ought to be investigated further.

Overall, it has become clear that ER–mitochondrial Ca2+ 
transfer plays a central role in oncogenesis and in the response of 
cancer cells to chemotherapy (Marchi et al., 2014). Other tumor 
suppressors, including p53, have been proposed to influence con-
tact site formation and Ca2+ transfer at the MAMs (Bittremieux et 
al., 2016). FATE1 was identified as an ER–mitochondria uncou-
pler, whereby it diminishes Ca2+ flux and promotes chemotherapy 
resistance in adrenocortical carcinoma cells (Doghman-Bou-
guerra et al., 2016). Hence, advancing our knowledge on the 
composition, function, and regulation of these contact sites and 
on how all these different players cooperate to control interorgan-
elle communication will be of utmost importance in the search 
for new treatments for diseases such as cancer, diabetes, and neu-
rodegenerative disorders (Marchi et al., 2014; Krols et al., 2016).

Acknowledgments

The authors wish to apologize to authors whose original research pa-
pers have not been cited because of space restrictions.

Work in the authors’ laboratory has been supported by a Universiteit 
Gent Multidisciplinary Research Partnership grant (GRO UP-ID), the 
research foundation Flanders Fonds Wetenschappelijk Onderzoek 
(grants G.0C91.14 and G.0A34.16 to G.  Bultynck and grants 
G.08915N and G.086015N to S. Janssens), and the Research Coun-
cil of the KU Leuven (OT14/101 to G. Bultynck). M. Krols is holder of 
a Fonds Wetenschappelijk Onderzoek Aspirant Mandate.

The authors declare no competing financial interests.

on O
ctober 24, 2016

D
ow

nloaded from
 

Published August 15, 2016



JCB • Volume 214 • NumBer 4 • 2016370

Submitted: 29 July 2016
Accepted: 29 July 2016

References
Anelli, T., L.  Bergamelli, E.  Margittai, A.  Rimessi, C.  Fagioli, A.  Malgaroli, 

P. Pinton, M. Ripamonti, R. Rizzuto, and R. Sitia. 2012. Ero1α regulates 
Ca2+ fluxes at the endoplasmic reticulum–mitochondria interface (MAM). 
Antioxid. Redox Signal. 16:1077–1087. http ://dx .doi .org /10 .1089 /ars 
.2011 .4004

Appenzeller-Herzog, C., and T.  Simmen. 2016. ER-luminal thiol/selenol-
mediated regulation of Ca2+ signalling. Biochem. Soc. Trans. 44:452–459. 
http ://dx .doi .org /10 .1042 /BST20150233

Bittremieux, M., J.B.  Parys, P.  Pinton, and G.  Bultynck. 2016. ER functions 
of oncogenes and tumor suppressors: Modulators of intracellular Ca2+ 
signaling. Biochim. Biophys. Acta. 1863:1364–1378. http ://dx .doi .org /10 
.1016 /j .bbamcr .2016 .01 .002

Booth, D.M., B. Enyedi, M. Geiszt, P. Várnai, and G. Hajnóczky. 2016. Redox 
nanodomains Are induced by and control calcium signaling at the ER-
mitochondrial interface. Mol. Cell. 63:240–248. http ://dx .doi .org /10 
.1016 /j .molcel .2016 .05 .040

Cárdenas, C., R.A.  Miller, I.  Smith, T.  Bui, J.  Molgó, M.  Müller, H.  Vais, 
K.H. Cheung, J. Yang, I. Parker, et al. 2010. Essential regulation of cell 
bioenergetics by constitutive InsP3 receptor Ca2+ transfer to mitochondria. 
Cell. 142:270–283. http ://dx .doi .org /10 .1016 /j .cell .2010 .06 .007

Cárdenas, C., M.  Müller, A.  McNeal, A.  Lovy, F.  Jaňa, G.  Bustos, F.  Urra, 
N.  Smith, J.  Molgó, J.A.  Diehl, et al. 2016. Selective vulnerability of 
cancer cells by inhibition of Ca2+ transfer from endoplasmic reticulum to 
mitochondria. Cell Reports. 14:2313–2324. (published erratum appears 
in Cell Reports. 2016. 15:219–220) http ://dx .doi .org /10 .1016 /j .celrep 
.2016 .02 .030

Csordás, G., C. Renken, P. Várnai, L. Walter, D. Weaver, K.F. Buttle, T. Balla, 
C.A.  Mannella, and G.  Hajnóczky. 2006. Structural and functional 
features and significance of the physical linkage between ER and 
mitochondria. J.  Cell Biol. 174:915–921. http ://dx .doi .org /10 .1083 /jcb 
.200604016

Doghman-Bouguerra, M., V.  Granatiero, S.  Sbiera, I.  Sbiera, S.  Lacas-
Gervais, F. Brau, M. Fassnacht, R. Rizzuto, and E. Lalli. 2016. FATE1 
antagonizes calcium- and drug-induced apoptosis by uncoupling ER and 
mitochondria. EMBO Rep. e201541504. http ://dx .doi .org /10 .15252 /embr 
.201541504

Hayashi, T., and T.P.  Su. 2007. Sigma-1 receptor chaperones at the ER-
mitochondrion interface regulate Ca2+ signaling and cell survival. Cell. 
131:596–610. http ://dx .doi .org /10 .1016 /j .cell .2007 .08 .036

Higo, T., M. Hattori, T. Nakamura, T. Natsume, T. Michikawa, and K. Mikoshiba. 
2005. Subtype-specific and ER lumenal environment-dependent 
regulation of inositol 1,4,5-trisphosphate receptor type 1 by ERp44. Cell. 
120:85–98. http ://dx .doi .org /10 .1016 /j .cell .2004 .11 .048

Krols, M., G. van Isterdael, B. Asselbergh, A. Kremer, S. Lippens, V. Timmerman, 
and S. Janssens. 2016. Mitochondria-associated membranes as hubs for 
neurodegeneration. Acta Neuropathol. 131:505–523. http ://dx .doi .org /10 
.1007 /s00401 -015 -1528 -7

Li, Y., and P. Camacho. 2004. Ca2+-dependent redox modulation of SER CA 2b by 
ERp57. J. Cell Biol. 164:35–46. http ://dx .doi .org /10 .1083 /jcb .200307010

Lynes, E.M., M.  Bui, M.C.  Yap, M.D.  Benson, B.  Schneider, L.  Ellgaard, 
L.G. Berthiaume, and T. Simmen. 2012. Palmitoylated TMX and calnexin 
target to the mitochondria-associated membrane. EMBO J. 31:457–470. 
http ://dx .doi .org /10 .1038 /emboj .2011 .384

Lynes, E.M., A.  Raturi, M.  Shenkman, C.  Ortiz Sandoval, M.C.  Yap, J.  Wu, 
A.  Janowicz, N.  Myhill, M.D.  Benson, R.E.  Campbell, et al. 2013. 
Palmitoylation is the switch that assigns calnexin to quality control or 
ER Ca2+ signaling. J. Cell Sci. 126:3893–3903. http ://dx .doi .org /10 .1242 
/jcs .125856

Marchi, S., C.  Giorgi, M.  Oparka, J.  Duszynski, M.R.  Wieckowski, and 
P. Pinton. 2014. Oncogenic and oncosuppressive signal transduction at 
mitochondria-associated endoplasmic reticulum membranes. Mol. Cell. 
Oncol. 1:e956469. http ://dx .doi .org /10 .4161 /23723548 .2014 .956469

Marino, M., T.  Stoilova, C.  Giorgi, A.  Bachi, A.  Cattaneo, A.  Auricchio, 
P.  Pinton, and E.  Zito. 2015. SEPN1, an endoplasmic reticulum-
localized selenoprotein linked to skeletal muscle pathology, counteracts 
hyperoxidation by means of redox-regulating SER CA2 pump activity. 
Hum. Mol. Genet. 24:1843–1855. http ://dx .doi .org /10 .1093 /hmg /ddu602

Raturi, A., T.  Gutiérrez, C.  Ortiz-Sandoval, A.  Ruangkittisakul, J.P.  Rockley, 
K. Gesson, D. Ourdev, P.-H. Lou, E. Lucchinetti, N. Tahbaz, et al. 2016. 
TMX1 determines cancer cell metabolism as a thiol-based modulator of 
ER–mitochondria Ca2+ flux. J.  Cell Biol. http ://dx .doi .org /10 .1083 /jcb 
.201512077

Rizzuto, R., D. De Stefani, A. Raffaello, and C. Mammucari. 2012. Mitochondria 
as sensors and regulators of calcium signalling. Nat. Rev. Mol. Cell Biol. 
13:566–578. http ://dx .doi .org /10 .1038 /nrm3412

Roderick, H.L., J.D. Lechleiter, and P. Camacho. 2000. Cytosolic phosphorylation 
of calnexin controls intracellular Ca2+ oscillations via an interaction with 
SER CA2b. J.  Cell Biol. 149:1235–1248. http ://dx .doi .org /10 .1083 /jcb 
.149 .6 .1235

Szabadkai, G., K.  Bianchi, P.  Várnai, D.  De Stefani, M.R.  Wieckowski, 
D.  Cavagna, A.I.  Nagy, T.  Balla, and R.  Rizzuto. 2006. Chaperone-
mediated coupling of endoplasmic reticulum and mitochondrial Ca2+ 
channels. J.  Cell Biol. 175:901–911. http ://dx .doi .org /10 .1083 /jcb 
.200608073

on O
ctober 24, 2016

D
ow

nloaded from
 

Published August 15, 2016

http://dx.doi.org/10.1089/ars.2011.4004
http://dx.doi.org/10.1089/ars.2011.4004
http://dx.doi.org/10.1042/BST20150233
http://dx.doi.org/10.1016/j.bbamcr.2016.01.002
http://dx.doi.org/10.1016/j.bbamcr.2016.01.002
http://dx.doi.org/10.1016/j.molcel.2016.05.040
http://dx.doi.org/10.1016/j.molcel.2016.05.040
http://dx.doi.org/10.1016/j.cell.2010.06.007
http://dx.doi.org/10.1016/j.celrep.2016.02.030
http://dx.doi.org/10.1016/j.celrep.2016.02.030
http://dx.doi.org/10.1083/jcb.200604016
http://dx.doi.org/10.1083/jcb.200604016
http://dx.doi.org/10.15252/embr.201541504
http://dx.doi.org/10.15252/embr.201541504
http://dx.doi.org/10.1016/j.cell.2007.08.036
http://dx.doi.org/10.1016/j.cell.2004.11.048
http://dx.doi.org/10.1007/s00401-015-1528-7
http://dx.doi.org/10.1007/s00401-015-1528-7
http://dx.doi.org/10.1083/jcb.200307010
http://dx.doi.org/10.1038/emboj.2011.384
http://dx.doi.org/10.1242/jcs.125856
http://dx.doi.org/10.1242/jcs.125856
http://dx.doi.org/10.4161/23723548.2014.956469
http://dx.doi.org/10.1093/hmg/ddu602
http://dx.doi.org/10.1083/jcb.201512077
http://dx.doi.org/10.1083/jcb.201512077
http://dx.doi.org/10.1038/nrm3412
http://dx.doi.org/10.1083/jcb.149.6.1235
http://dx.doi.org/10.1083/jcb.149.6.1235
http://dx.doi.org/10.1083/jcb.200608073
http://dx.doi.org/10.1083/jcb.200608073

