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My father was a Professor of Physics at the Indian Institute 
of Technology (IIT) Kharagpur, a world renowned 
engineering school in Eastern India that has produced 
many famous scientists, engineers and entrepreneurs. 
Growing up on IIT campus, I felt that the only subjects 
people studied were either engineering or one of the 
physical sciences. My mother, who had a degree in 
nutrition, never worked outside the home – there were no 
opportunities for individuals with her background. Sure, 
there were doctors elsewhere in my world – my father’s 
brother was a pediatrician and both my mother’s brother 
and her father were surgeons; but in my high school, 
biological sciences were for those who hated math. To 
prove that I liked math and was every bit as smart as my 
classmates, I decided to major in physics. Not at IIT 
Kharagpur, of course – that would never do – but at Jadavpur 
University, known for its engineering school and located in 
nearby Calcutta (now called Kolkata). This was despite the 
fact that I routinely did best in my biology classes in high 
school, likely because my mom tutored me in that subject.

The physics days

We were required to have two minors; I chose 
Chemistry and Mathematics. I did reasonably well in 
my undergraduate classes, finishing towards the top of 
the class. I learned of Maxwell’s equations and Fourier 
and Laplace transforms; I labored through quantum 
mechanics and high energy physics; I stayed up all night 
trying to understand thermodynamics; yet I have now 

forgotten most of that material. Later, when my daughter 
was in high school, I tried to help her with her physics 
class. Appalled at my lack of knowledge in basic physics, 
she said ‘Ma, are you sure you studied Physics?’

In India, a Master’s degree is required in order to 
go on to a PhD I did my Masters in Physics at Jadavpur 
University. That year, the department introduced the 
requirements for an elective subject for each student 
independent of their track, and a research project. My 
track was high energy physics, but for my elective, I chose 
biophysics. For my research project, I applied to work in 
Dr Papiya Nandy’s Biophysics lab.

Dr Nandy’s lab changed my outlook on life. The 
project itself was simple enough: under the guidance of a 
PhD candidate, Ruma Datta, I was to generate bilayer lipid 
membranes (BLM) and measure electrical conductivity 
across the BLM based on a paper she had published the 
year before (Datta et  al. 1987). The innovation of the  
work was in the nature of the BLM generated, which was 
Ruma-di’s forte. My job was to generate the BLM and measure 
its electrical conductivity. I do not think my contribution 
was enough to merit a publication; however, I relished 
working in the lab. Being in a lab, I learned, was like being 
in a club – I was one of them! I wrote an MS thesis on the 
work at the end of my 2 years. I had done woefully little to 
show for all the time spent there, but I am happy for what 
I experienced. I got a taste of how research is conducted 
and what it means to generate novel data that no one in 
the world had ever generated before. More importantly,  
I learned how to interpret new data. For the first time 
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since I went to college, I genuinely enjoyed what I was 
doing. I felt that I had earned the gold medal I got for 
receiving the highest rank in my university’s physics 
master’s program.

The biophysics days

It was Dr Nandy who first suggested that I apply to 
universities abroad for my PhD. Dr Nandy suggested a few 
institutions, and I applied to all of them. I was at the time 
receiving a fellowship from the Council of Scientific and 
Industrial Research (CSIR), and had saved enough money 
to pay the application fees for a number of universities. 
However, I would not be able to support myself in any 
foreign land, let alone pay tuition. I remember receiving 
letters of admission from three or four universities, but 
the language of the letters were such that it sounded 
like I would be supported from departmental funds for a 
semester or two and then would have to find an alternate 
source of funding. At the time, in my naïveté, I assumed 
it meant that I would have to find an outside job, which 
my student visa would not allow. (It was much later that 
I realized that the alternate funding source could be a 
research or teaching assistantship.) The only university 
that clearly stated that my stipend, tuition, and related fees 
would be covered for at least 5 years was the Department 
of Chemistry of Rensselaer Polytechnic Institute, in Troy, 
NY, USA. Therefore, I applied for a passport, obtained a 
student visa, and off to Troy I went!

I landed in JFK Airport in New York on August 20, 
1989. This was the first time I had traveled this far alone. 
Rensselaer Polytechnic Institute (RPI) was the oldest 
technological research university in the United States, 
founded in 1824. Dr Ivar Giaever was an alumnus of 
RPI, and had recently retired from General Electric, 
in nearby Schenectady. He had shared a Nobel Prize 
in Physics in 1973, for ‘their experimental discoveries 
regarding tunneling phenomena in semiconductors and 
superconductors’ (Giaever 1960a,b 1974). Now he had 
returned to RPI as faculty to work on a device he, and 
his colleague Dr Charles Keese, described as Electric Cell-
substrate Impedance Sensor (ECIS). Their website now 
describes ECIS as ‘a real-time, label-free, impedance-based 
method to study the activities of cells grown in tissue 
culture’ (Giaever & Keese 1984, 1986). At the time, having 
just returned to academia, he was in need of graduate 
students. I rotated through various labs but finally ended 
up in his lab, as his first PhD student.

It was Dr Keese who taught me tissue culture and 
the rudimentary biology I should have learned in my 

undergraduate years. I took all the core courses that the 
Chemistry Department required of me, but filled up my 
schedule with any biology, biochemistry or molecular 
biology courses I could find. In Dr Giaever’s lab, I learned 
how to vacuum-deposit gold electrodes on the bottom of 
standard polystyrene culture dishes and coat them with 
various proteins. I used that technology to measure the 
attachment and spreading of cells in tissue culture and 
to compare the results with those obtained by time lapse 
microscopy. I showed that, as cells attach and spread on 
the electrodes, the impedance of the electrodes change, 
which reflect the area blocked by the spreading cells. In 
1991, shortly after my wedding to a fellow RPI student, I 
published my first paper under my maiden name (Mitra 
et al. 1991).

I published two other papers in that lab. I used ECIS 
technology to develop a novel method of electroporation, 
whereby the effect of electroporation on the same cells 
could also be monitored by the ECIS electrodes (Ghosh 
et al. 1993), and also developed technology to see what 
happens when AC pulses are used instead of DC (Ghosh 
et  al. 1994). These papers formed the basis of my PhD 
thesis, which I completed in 1994. I also received and 
accepted an offer to work as a postdoctoral fellow in San 
Antonio, TX in Dr Robert Klebe’s group.

Learning biochemistry (or maybe  
molecular biology)

Dr Klebe’s lab was committed to technology develop-
ment. At the time I joined the group, they were 
in the process of developing computer-controlled 
micropositioning of both mammalian cells (using 
a computer-controlled X–Y translation table and a 
fluorescence-activated cell sorter (FACS)) and cell 
adhesion proteins (using an inkjet printer) (Klebe 
et  al. 1994) (my name is misspelled as ‘Gosh’ in 
that paper). A second project that I participated in 
studied the 3-dimensional growth of an epithelial 
cell line. We observed organogenesis on a dish, 
which was obvious from the tubular structures with 
lumens that the cells produced when grown at 
very high densities (Klebe et  al. 1995). This was  
my first introduction to signal transduction. We learned 
to differentiate between responses using protein  
kinase A (PKA) and protein kinase C (PKC) modulators. 
To a could-have-been physicist, the concept that 
proteins, and not mechanical forces, can be used  
to regulate a biological structure was an eye opener 
(Klebe et al. 1995).
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Shortly after, my husband and I discovered that I 
was pregnant. The first pregnancy is always scary, and 
Dr Klebe’s lab housed many chemicals that were labeled 
teratogens. I left the lab, but after she was born I helped 
finish a manuscript in progress. When she was on bottled 
milk and old enough to go to day care, I ventured back to 
a lab job. This time, I wanted to learn how proteins control 
structure. I found another lab, directed by Dr Jeffrey 
Kreisberg, where the same pathways, regulating PKA and 
PKC, were being studied.

Dr Jeffrey Kreisberg was an experimental pathologist 
in the Department of Pathology in the University of Texas 
Health Science Center at San Antonio (UTHSCSA). His area 
of study was the investigation of PKA and PKC pathways 
in glomerular mesangial cells. Dr Kreisberg had perfected 
a technique to isolate these cells from rat kidneys, and he 
was now studying the pathways in isolated cells. I learned 
a lot about PKA and the various PKCs and their influence 
on the structure of the glomerular mesangium from  
Dr Kreisberg, but my first paper in that lab was to 
 determine the effect of lovastatin on glomerular mesangial 
cells and how it regulated small GTP-binding proteins of 
the Rho family (Ghosh et al. 1997).

My introduction to the small GTPase RhoA turned 
out to be fruitful. We would continue to study various 
signal transduction pathways that regulated glomerular 
mesangial cells, most notably the epidermal growth 
factor receptor (EGFR) pathway (Ghosh et al. 2001) and 
the ERK and Akt/mTOR pathways (Ghosh et  al. 2004). 
We also showed that lovastatin and RhoA regulated cell 
cycle progression in NIH3T3 cells (Ghosh et al. 1999b). By 
that time, based on my results on the effects of lovastatin 
and RhoA on cell proliferation, Dr Kreisberg had already 
decided to see if these proteins regulated growth and 
apoptosis in tumor cells.

A disease called prostate cancer

Dr Dean Troyer was an Anatomical and Clinical Pathologist 
whose office was right next to that of my mentor  
Dr Kreisberg. When he heard that we were looking for a 
disease to cure, he offered his insight in prostate cancer 
(CaP). Dr Troyer provided me with three cell lines called 
LNCaP, PC-3 and DU-145. ‘What are these?’ I asked.  
Dr Troyer was very patient: ‘They are prostate cancer cell 
lines’, he explained. I was puzzled. ‘What is a prostate?’  
I asked. (Since then, I have become savvier. Now that the 
internet is so widely available, and responses to all sorts 
of questions can be obtained there, I submit questions to 
the internet before I ask a human being.)

Dr Troyer’s tutorial was the pivot that I needed to 
redirect my research interest. We showed that the same 
agents that I had been studying in glomerular mesangial 
cells, lovastatin and RhoA, also had significant effects 
in CaP cell lines (Ghosh et  al. 1999a). We would later 
follow this up with another study that showed that the 
effects of RhoA were dependent on Akt and p70S6 kinase 
phosphorylation via a mechanism that involved PKCζ 
(Ghosh et al. 2004).

Around that time, Dr Nandini Ghosh-Choudhury 
joined Dr Kreisberg’s lab. I think I learned more about 
signal transduction pathways talking to her and her 
husband Dr Goutam Ghosh-Choudhury who was (and is) 
knowledgeable in all things related to molecular biology. 
They knew not only what pathways were important but 
also how to study them. Nandini was in Dr Kreisberg’s lab 
for a very short time, and we have only one paper together 
(Ghosh-Choudhury et  al. 2000), but the many things  
I learned from her would always stay with me.

Science with tissues, animals, genes

Around this time, Dr Michael Brattain came to town with 
his group of about 30 people. When Dr Brattain, Dr Jim 
Freeman, Dr Luzhe Sun and Dr Gokul Das had settled 
down in the Department of Surgery, Dr Kreisberg and his 
lab moved from pathology to surgery to join them. By 
that time, I had been a postdoctoral fellow for 4 years, and 
now I received a new title – ‘Research Assistant Professor’. 
This meant that I could write grants and pursue my own 
interests. I promptly wrote a small grant and received 
funding. Being part of the Molecular Oncology Group 
in the Department of Surgery was educational. We had 
journal clubs together, and participated in group meetings. 
I learned new pathways every week and how those 
pathways worked. We wrote papers together on topics of 
common interest (Sawhney et  al. 2002), and in general 
learned how to work closely as a team. When Dr Brattain 
and his group left the university, and Drs Freeman and 
Sun moved to other Departments, the energy dissipated 
and the once active labs felt empty and stagnant.

In the meantime, soon after my son was born in 2001, 
I started working more closely with the Department of 
Veterans Affairs (VA). Dr Kreisberg had always been funded 
by the VA, but his lab was in the university. His friend  
Dr Michael Katz on the other hand was a geriatrician who 
had a lab inside the VA hospital. Dr Katz worked on a rat 
model of liver aging and needed my help to conduct a few 
experiments. At first I was not sure I would be able to do 
it, but after killing the first rat, handling small mammals 
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became easier. The data I collected from that project 
was utilized in publications later (Kamat et  al. 2008,  
Ghosh et  al. 2012). While working with Dr Katz, I 
collaborated with a dentist, who also had a lab inside the 
VA. Here I utilized my newly acquired knowledge of the 
EGFR pathway to help him determine how they regulate 
the salivary gland (Yeh et al. 2005). I learned a lot about 
PKA and cAMP-related pathways, and G-protein coupled 
receptors (GPCR) during that project, which I would be 
able to utilize years later in other contexts (Vinall et al. 
2011). More importantly, I established a relationship with 
the VA. My first large grant, after the small award, was an 
internal VA award. I maintained relations with Dr Katz’s 
group even after these projects were completed.

Shortly before Dr Kresiberg’s lab left Pathology, 
we had two new recruits: a pathology fellow, Dr Shazli 
Malik, and Dr Roble Bedolla, a physician scientist from 
Mexico who chose not to do a residency in the United 
States. For the first time in my life, I realized the power 
of research in human tissues. Dr Malik, working with  
Dr Troyer, collected archived prostatectomy samples, and 
Roble showed me immunohistochemistry techniques for 
protein detection in human tissues. Our most highly cited 
publications resulted from this period, and showed the 
role of Akt and ERK phosphorylation in CaP progression 
(Malik et  al. 2002, Kreisberg et  al. 2004). Roble and I 
continued to work together even after Dr Kreisberg retired 
and I moved (Bedolla et al. 2007).

Cancer biology

In 2004, my husband’s job moved from San Antonio, 
TX to San Jose, CA, USA. At almost the same time,  
Dr Kreisberg announced his imminent retirement.  
I quickly realized that I had to move too. Fortunately, I 
had received an exploration grant from the National 
Institutes of Health (NIH), and a VA Merit Award, both 
almost simultaneously. I sent my resume to universities 
initially closest to San Jose, and then further away. The 
UC Davis School of Medicine in Sacramento was only 
about a hundred miles from San Jose, and I applied there. 
One day the phone rang. It was Dr Ralph W deVere White, 
the Director of the UC Davis Cancer Center. I had sent 
him my resume, and he wanted to know if I could go to 
Sacramento for an interview. Dr deVere White was at the 
time also the Chair of Urology, and I was recruited into the 
Department of Urology as an Assistant Professor in 2005. 
Space was limited in the UC Davis labs in Sacramento, so 
I was provided lab space at the VA in Mather. Finally, I was 
on my own!

Setting up a new lab is always exciting. In this case, 
what made it even more interesting was that the VA 
labs were almost completely empty. The few researchers 
there included Dr John Peters, a geriatrician who studied 
osteoarthritis, and his technician Sam Vaughn; Dr Andrew 
Vaughan, a radiation biologist who studied genetic 
instability in irradiated patient tissue, and his research 
faculty Dr Grace Loredo, and Dr Joanna Albala, who was 
also a radiation biologist who had come to the VA from 
Lawrence Livermore National Lab one month before me. 
I hired a technician, Helen Lu, and very soon, Yu (Colin) 
Wang joined me from San Antonio. Colin had been  
Dr Kreisberg’s graduate student, but when Dr Kreisberg 
retired, I inherited Colin. In San Antonio, Colin had 
helped me with a publication comparing the effects of 
the androgen receptor (AR) to that of the PI3K/Akt/mTOR 
pathway in CaP cells (Ghosh et al., 2005), and I was very 
pleased with his efforts. Therefore, I happily brought him 
into the fold and tasked him with various projects.

Dr George Kaysen, a nephrologist, was affiliated 
to the VA and was the acting Chair of the Department 
of Biochemistry and Molecular Medicine. He saw my 
resume and asked if I wanted a joint appointment 
with his department. My affiliation with biochemistry 
introduced me to Dr Hsing-Jien Kung, who is the most 
patient mentor any new faculty member could have 
asked for. Between collaborations with Dr Kung and  
Dr deVere White, my lab learned a lot about the AR. 
We published together on AR mutants (Shi et al. 2007), 
and on a natural product called Genistein Combined 
Polysaccaride (GCP) (Vinall et al. 2007).

In the meantime, Colin from my lab was studying 
the effect of the actin-binding protein Filamin A. Colin 
discovered that Filamin A cleaves into a smaller fragment 
and moves to the nucleus in androgen-dependent and 
not in-castration resistant CaP (CRPC) (Wang et al. 2007). 
Later, Roble, with whom I was still collaborating, found 
that tissues from normal prostate show the cleaved form 
of Filamin A in the nucleus while those from patients with 
CRPC do not (Bedolla et  al. 2009). Eventually, another 
student, Ben Mooso, would show that the effects of GCP 
on CaP are mediated by Filamin A cleavage and nuclear 
localization (Mooso et al. 2012).

Colin also showed a synergistic effect of the 
combination of the anti-androgen bicalutamide, and the 
mTOR inhibitor rapamycin in CaP cell lines (Wang et al. 
2008). The basic premise was that in non-tumor prostate, 
the mTOR pathway promotes AR transcriptional activity, 
whereas in castration-resistant tissue, mTOR has the opposite 
effect. In support of this observation, Dr Karim Chamie,  
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then a urology resident at UC Davis completing his 
research rotation, showed that in renal transplant patients 
treatment with the immunosuppressant rapamycin 
reduced PSA levels (Chamie et  al. 2008). A medical 
oncologist in the Cancer Center and the VA, Dr Chong-
xian Pan, would later use these results to design a Phase 
II trial to test the efficacy of bicalutamide and rapamycin 
in CaP patients (Chow et al. 2016), and show that about 
75% of the hormone refractory patients responded to this 
combination. This work led to my first large NIH award, 
and work on this topic continues to this day.

Still learning

I had always been interested in the EGFR family.  
I collaborated with Dr Imran Khan of the Proteomic 
Core Lab in the Pathology Department to develop new 
technology for the detection of this family (Khan et  al. 
2010). Other collaborations with Dr Andrew Vaughan at 
the VA had also yielded publication (Mooso et al. 2010). 
One collaboration that has lasted a very long time is 
with Dr Maria Mudryj, a geneticist in the Department 
of Medical Microbiology and Immunology who studied 
CaP progression. Dr Mudryj showed that the AR can 
be post-translationally modified by calpain cleavage in 
CaP (Chen et al. 2010b) by a mechanism involving ERK 
phosphorylation. With her tutelage, I had learned how 
to analyze genome-wide analyses of large-scale datasets 
(Chen et  al. 2010a). I still collaborate with Dr Mudryj, 
even as she refocuses her efforts to study the effects of 
miRNA in bladder cancer (Lombard et al. 2016).

Another collaboration that has persisted over time 
is with Dr Ruth Vinall. When I first came to UC Davis, 
Ruth was a member of Dr deVere White’s lab. Since 
then, she had moved to her first independent position 
in the California Northstate School of Pharmacy, but 
we still continued to collaborate, recently publishing a 
paper together on the effects of microRNAs in bladder 
cancer (Vinall et al. 2016). Collaboration with Dr Pan, 
the medical oncologist who had conducted a clinical 
trial based on my 2008 study also yielded a publication 
on the utility of patient-derived xenografts (PDX) on 
individualized therapy in bladder cancer patients 
(Pan et  al. 2015). These collaborations all taught me 
something new, something important, and something I 
would not have otherwise learned.

The most important lesson that I have learned is that 
you never stop learning, and that your teacher could be 
anybody whom you come in contact with – especially 
your students. Liqun Chen was my second graduate 

student, after Colin. I tasked her with deciphering the 
mechanism by which ErbB3 works in CaP cells. One day 
she attended a seminar at the cancer center and came back 
to the lab very excited. The seminar was from Dr Kermit 
L Carraway, III, in the Department of Biochemistry and 
Molecular Medicine, who had identified an E3 ubiquitin 
ligase Nrdp1 as a negative regulator of ErbB3 in breast 
cancer cells. She was adamant that this novel protein was 
the mechanism that she had been looking for. Initially 
I tried to dissuade her. That work was done in breast 
cancer, I explained.

But Liqun persisted. Yielding to that irrational demand 
(or so I thought at the time) was one of the most fruitful 
decisions I have ever made. Liqun went on to show, with 
the help of other members of Dr Carraway’s lab, that Nrdp1 
was a transcriptional target of the AR, and that the androgen 
axis suppressed hormone-independent cell growth in 
hormone-naïve cells by inhibiting the EGFR–ErbB3  
pathway through manipulation of Nrdp1 expression (Chen 
et  al. 2010c). In 2011, Liqun showed that in castration-
resistant cells, the AR fails to suppress the EGFR–ErbB3 
axis, causing sharp increases in their activity, which could 
however be inhibited by a combination of an EGFR and 
an ErbB2 inhibitor (which resulted in ErbB3 inhibition 
as well) (Chen et  al. 2011). The third student, Rosalinda 
Savoy, would continue that work and show that the ability 
of the AR to regulate Nrdp1 depended on the availability of 
cleaved Filamin A (Savoy et al. 2015). None of this would 
have been possible without Liqun’s initial insistence.

Many other developments have taken place since 
Liqun has graduated. New students – Leandro D’Abronzo, 
Maitreyee Jathal and Sophie Kiss – now are bringing new 
ideas to the lab that I am heartily approving and absorbing. 
We are starting new collaborations with other faculty and 
other institutions. And through it all, I continue to learn.

Declaration of interest
The author declares that there is no conflict of interest that could be 
perceived as prejudicing the impartiality of this profile. The work reported 
here does not represent the views or opinions of the Department of 
Veteran Affairs or the United States Government.

Funding
This profile did not receive any specific grant from any funding agency in 
the public, commercial or not-for-profit sector.

Acknowledgements
I would like thank the many people who helped me over the years but 
whom I failed to mention in this monologue. I especially thank Dr Dawn 
Schwenke, ACOS/R, VA Northern California, and my daughter Sumita for 
critiquing and correcting this manuscript.

Downloaded from Bioscientifica.com at 06/24/2020 05:30:18PM
via free access

http://dx.doi.org/10.1530/ERC-16-0382


P20Profile P M Ghosh Physics to cancer biology
En

d
o

cr
in

e-
R

el
at

ed
 C

an
ce

r

DOI: 10.1530/ERC-16-0382
http://erc.endocrinology-journals.org © 2016 Society for Endocrinology

Printed in Great Britain
Published by Bioscientifica Ltd.

23:11

References

Bedolla R, Prihoda TJ, Kreisberg JI, Malik SN, Krishnegowda NK, 
Troyer DA & Ghosh PM 2007 Determining risk of biochemical 
recurrence in prostate cancer by immunohistochemical detection of 
PTEN expression and Akt activation. Clinical Cancer Research 13 
3860–3867. (doi:10.1158/1078-0432.CCR-07-0091)

Bedolla RG, Wang Y, Asuncion A, Chamie K, Siddiqui S, Mudryj MM, 
Prihoda TJ, Siddiqui J, Chinnaiyan AM, Mehra R, et al. 2009 Nuclear 
versus cytoplasmic localization of filamin A in prostate cancer: 
immunohistochemical correlation with metastases. Clinical Cancer 
Research 15 788–796. (doi:10.1158/1078-0432.CCR-08-1402)

Chamie K, Ghosh PM, Koppie TM, Romero V, Troppmann C &  
deVere White RW 2008 The effect of sirolimus on prostate-specific 
antigen (PSA) levels in male renal transplant recipients without 
prostate cancer. American Journal of Transplantation 8 2668–2673. 
(doi:10.1111/j.1600-6143.2008.02430.x)

Chen H, Libertini SJ, George M, Dandekar S, Tepper CG, Al-Bataina B, 
Kung HJ, Ghosh PM & Mudryj M 2010a Genome-wide analysis of 
androgen receptor binding and gene regulation in two CWR22-
derived prostate cancer cell lines. Endocrine-Related Cancer 17  
857–873. (doi:10.1677/ERC-10-0081)

Chen H, Libertini SJ, Wang Y, Kung HJ, Ghosh P & Mudryj M 2010b 
ERK regulates calpain 2-induced androgen receptor proteolysis in 
CWR22 relapsed prostate tumor cell lines. Journal of Biological 
Chemistry 285 2368–2374. (doi:10.1074/jbc.M109.049379)

Chen L, Siddiqui S, Bose S, Mooso B, Asuncion A, Bedolla RG, Vinall R, 
Tepper CG, Gandour-Edwards R, Shi X, et al. 2010c Nrdp1-mediated 
regulation of ErbB3 expression by the androgen receptor in androgen-
dependent but not castrate-resistant prostate cancer cells. Cancer 
Research 70 5994–6003. (doi:10.1158/0008-5472.CAN-09-4440)

Chen L, Mooso BA, Jathal MK, Madhav A, Johnson SD, van Spyk E, 
Mikhailova M, Zierenberg-Ripoll A, Xue L, Vinall RL, et al. 2011 
Dual EGFR/HER2 inhibition sensitizes prostate cancer cells to 
androgen withdrawal by suppressing ErbB3. Clinical Cancer Research 
17 6218–6228. (doi:10.1158/1078-0432.CCR-11-1548)

Chow H, Ghosh PM, deVere White R, Evans CP, Dall’Era MA, Yap SA, 
Li Y, Beckett LA, Lara PN Jr & Pan CX 2016 A phase 2 clinical trial 
of everolimus plus bicalutamide for castration-resistant prostate 
cancer. Cancer 122 1897–1904. (doi:10.1002/cncr.29927)

Datta R, Nandy P & Bhowmik BB 1987 Study of the nature of charge 
carriers through bilayer lipid membranes in the presence of external 
agents. Molecular Crystals and Liquid Crystals Incorporating Nonlinear 
Optics 150 325–333. (doi:10.1080/00268948708074807)

Ghosh PM, Keese CR & Giaever I 1993 Monitoring 
electropermeabilization in the plasma membrane of adherent 
mammalian cells. Biophysical Journal 64 1602–1609. (doi:10.1016/
S0006-3495(93)81531-5)

Ghosh PM, Keese CR & Giaever I 1994 Morphological response of 
mammalian cells to pulsed AC fields. Bioelectrochemistry and 
Bioenergetics 33 121–133. (doi:10.1016/0302-4598(94)85003-8)

Ghosh PM, Mott GE, Ghosh-Choudhury N, Radnik RA, Stapleton ML, 
Ghidoni JJ & Kreisberg JI 1997 Lovastatin induces apoptosis by 
inhibiting mitotic and post-mitotic events in cultured mesangial 
cells. Biochimica et Biophysica Acta 1359 13–24. (doi:10.1016/S0167-
4889(97)00091-8)

Ghosh PM, Ghosh-Choudhury N, Moyer ML, Mott GE, Thomas CA, 
Foster BA, Greenberg NM & Kreisberg JI 1999a Role of RhoA 
activation in the growth and morphology of a murine prostate 
tumor cell line. Oncogene 18 4120–4130. (doi:10.1038/sj.
onc.1202792)

Ghosh PM, Moyer ML, Mott GE & Kreisberg JI 1999b Effect of cyclin E 
overexpression on lovastatin-induced G1 arrest and RhoA 
inactivation in NIH3T3 cells. Journal of Cellular Biochemistry 74  
532–543. (doi:10.1002/(SICI)1097-4644(19990915)74:4<532::AID-
JCB3>3.0.CO;2-E)

Ghosh PM, Mikhailova M, Bedolla R & Kreisberg JI 2001 Arginine 
vasopressin stimulates mesangial cell proliferation by activating the 
epidermal growth factor receptor. American Journal of Physiology: 
Renal Physiology 280 F972–F979.

Ghosh PM, Bedolla R, Thomas CA & Kreisberg JI 2004 Role of protein 
kinase C in arginine vasopressin-stimulated ERK and p70S6 kinase 
phosphorylation. Journal of Cellular Biochemistry 91 1109–1129. 
(doi:10.1002/jcb.10789)

Ghosh PM, Malik SN, Bedolla RG, Wang Y, Mikhailova M, Prihoda TJ, 
Troyer DA & Kreisberg JI 2005 Signal transduction pathways in 
androgen-dependent and -independent prostate cancer cell 
proliferation. Endocrine-Related Cancer 12 119–134. (doi:10.1677/
erc.1.00835)

Ghosh PM, Shu ZJ, Zhu B, Lu Z, Ikeno Y, Barnes JL, Yeh CK, Zhang BX, 
Katz MS & Kamat A 2012 Role of beta-adrenergic receptors in 
regulation of hepatic fat accumulation during aging. Journal of 
Endocrinology 213 251–261. (doi:10.1530/JOE-11-0406)

Ghosh-Choudhury N, Ghosh-Choudhury G, Celeste A, Ghosh PM, 
Moyer M, Abboud SL & Kreisberg J 2000 Bone morphogenetic 
protein-2 induces cyclin kinase inhibitor p21 and 
hypophosphorylation of retinoblastoma protein in estradiol-treated 
MCF-7 human breast cancer cells. Biochimica et Biophysica Acta 1497 
186–196. (doi:10.1016/S0167-4889(00)00060-4)

Giaever I 1960a Electron tunneling between two superconductors. 
Physical Review Letters 5 464–466. (doi:10.1103/PhysRevLett.5.464)

Giaever I 1960b Energy gap in superconductors measured by electron 
tunneling. Physical Review Letters 5 147–148. (doi:10.1103/
PhysRevLett.5.147)

Giaever I 1974 Electron tunneling and superconductivity. Reviews of 
Modern Physics 46 245–250. (doi:10.1103/RevModPhys.46.245)

Giaever I & Keese CR 1984 Monitoring fibroblast behavior in tissue 
culture with an applied electric field. PNAS 81 3761–3764. 
(doi:10.1073/pnas.81.12.3761)

Giaever I & Keese CR 1986 Use of electric fields to monitor the 
dynamical aspect of cell behavior in tissue culture. IEEE Transactions 
on Biomedical Engineering 33 242–247. (doi:10.1109/
TBME.1986.325896)

Kamat A, Ghosh PM, Glover RL, Zhu B, Yeh CK, Choudhury GG & 
Katz MS 2008 Reduced expression of epidermal growth factor receptors 
in rat liver during aging. Journals of Gerontology Series A: Biological 
Sciences and Medical Sciences 63 683–692. (doi:10.1093/gerona/63.7.683)

Khan IH, Zhao J, Ghosh P, Ziman M, Sweeney C, Kung HJ & 
Luciw PA 2010 Microbead arrays for the analysis of ErbB receptor 
tyrosine kinase activation and dimerization in breast cancer cells. 
Assay and Drug Development Technologies 8 27–36. (doi:10.1089/
adt.2009.0208)

Klebe RJ, Thomas CA, Grant GM, Grant A & Gosh P 1994 Cytoscription: 
computer controlled micropositioning of cell adhesion proteins and 
cells. Journal of Tissue Culture Methods 16 189–192. (doi:10.1007/
BF01540648)

Klebe RJ, Grant A, Grant G & Ghosh P 1995 Cyclic-AMP deficient 
MDCK cells form tubules. Journal of Cellular Biochemistry 59 453–462. 
(doi:10.1002/jcb.240590406)

Kreisberg JI, Malik SN, Prihoda TJ, Bedolla RG, Troyer DA, Kreisberg S & 
Ghosh PM 2004 Phosphorylation of Akt (Ser473) is an excellent 
predictor of poor clinical outcome in prostate cancer. Cancer Research 
64 5232–5236. (doi:10.1158/0008-5472.CAN-04-0272)

Lombard AP, Mooso BA, Libertini SJ, Lim RM, Nakagawa RM, 
Vidallo KD, Costanzo NC, Ghosh PM & Mudryj M 2016 miR-148a 
dependent apoptosis of bladder cancer cells is mediated in part by 
the epigenetic modifier DNMT1. Molecular Carcinogenesis 55  
757–767. (doi:10.1002/mc.22319)

Malik SN, Brattain M, Ghosh PM, Troyer DA, Prihoda T, Bedolla R & 
Kreisberg JI 2002 Immunohistochemical demonstration of phospho-
Akt in high Gleason grade prostate cancer. Clinical Cancer Research 8 
1168–1171.

Downloaded from Bioscientifica.com at 06/24/2020 05:30:18PM
via free access

http://dx.doi.org/10.1530/ERC-16-0382
http://dx.doi.org/10.1158/1078-0432.CCR-07-0091
http://dx.doi.org/10.1158/1078-0432.CCR-08-1402
http://dx.doi.org/10.1111/j.1600-6143.2008.02430.x
http://dx.doi.org/10.1677/ERC-10-0081
http://dx.doi.org/10.1074/jbc.M109.049379
http://dx.doi.org/10.1158/0008-5472.CAN-09-4440
http://dx.doi.org/10.1158/1078-0432.CCR-11-1548
http://dx.doi.org/10.1002/cncr.29927
http://dx.doi.org/10.1080/00268948708074807
http://dx.doi.org/10.1016/S0006-3495(93)81531-5
http://dx.doi.org/10.1016/S0006-3495(93)81531-5
http://dx.doi.org/10.1016/0302-4598(94)85003-8
http://dx.doi.org/10.1016/S0167-4889(97)00091-8
http://dx.doi.org/10.1016/S0167-4889(97)00091-8
http://dx.doi.org/10.1038/sj.onc.1202792
http://dx.doi.org/10.1038/sj.onc.1202792
http://dx.doi.org/10.1002/(SICI)1097-4644(19990915)74:4<532::AID-JCB3>3.0.CO;2-E
http://dx.doi.org/10.1002/(SICI)1097-4644(19990915)74:4<532::AID-JCB3>3.0.CO;2-E
http://dx.doi.org/10.1002/jcb.10789
http://dx.doi.org/10.1677/erc.1.00835
http://dx.doi.org/10.1677/erc.1.00835
http://dx.doi.org/10.1530/JOE-11-0406
http://dx.doi.org/10.1016/S0167-4889(00)00060-4
http://dx.doi.org/10.1103/PhysRevLett.5.464
http://dx.doi.org/10.1103/PhysRevLett.5.147
http://dx.doi.org/10.1103/PhysRevLett.5.147
http://dx.doi.org/10.1103/RevModPhys.46.245
http://dx.doi.org/10.1073/pnas.81.12.3761
http://dx.doi.org/10.1109/TBME.1986.325896
http://dx.doi.org/10.1109/TBME.1986.325896
http://dx.doi.org/10.1093/gerona/63.7.683
http://dx.doi.org/10.1089/adt.2009.0208
http://dx.doi.org/10.1089/adt.2009.0208
http://dx.doi.org/10.1007/BF01540648
http://dx.doi.org/10.1007/BF01540648
http://dx.doi.org/10.1002/jcb.240590406
http://dx.doi.org/10.1158/0008-5472.CAN-04-0272
http://dx.doi.org/10.1002/mc.22319


P21Profile P M Ghosh Physics to cancer biology
En

d
o

cr
in

e-
R

el
at

ed
 C

an
ce

r

DOI: 10.1530/ERC-16-0382
http://erc.endocrinology-journals.org © 2016 Society for Endocrinology

Printed in Great Britain
Published by Bioscientifica Ltd.

23:11

Mitra P, Keese CR & Giaever I 1991 Electric measurements can be used 
to monitor the attachment and spreading of cells in tissue culture. 
Biotechniques 11 504–510.

Mooso B, Madhav A, Johnson S, Roy M, Moore ME, Moy C, Loredo GA, 
Mehta RG, Vaughan AT & Ghosh PM 2010 Androgen receptor 
regulation of Vitamin D receptor in response of castration-resistant 
prostate cancer cells to 1alpha-Hydroxyvitamin D5 – a calcitriol 
analog. Genes and Cancer 1 927–940. 
(doi:10.1177/1947601910385450)

Mooso BA, Vinall RL, Tepper CG, Savoy RM, Cheung JP, Singh S, 
Siddiqui S, Wang Y, Bedolla RG, Martinez A, et al. 2012 Enhancing 
the effectiveness of androgen deprivation in prostate cancer by 
inducing Filamin A nuclear localization. Endocrine-Related Cancer 19 
759–777. (doi:10.1530/ERC-12-0171)

Pan CX, Zhang H, Tepper CG, Lin TY, Davis RR, Keck J, Ghosh PM, 
Gill P, Airhart S, Bult C, et al. 2015 Development and 
characterization of bladder cancer patient-derived xenografts for 
molecularly guided targeted therapy. PLoS ONE 10 e0134346. 
(doi:10.1371/journal.pone.0134346)

Savoy RM, Chen L, Siddiqui S, Melgoza FU, Durbin-Johnson B, Drake C, 
Jathal MK, Bose S, Steele TM, Mooso BA, et al. 2015 Transcription of 
Nrdp1 by the androgen receptor is regulated by nuclear filamin A in 
prostate cancer. Endocrine-Related Cancer 22 369–386. (doi:10.1530/
ERC-15-0021)

Sawhney RS, Zhou GH, Humphrey LE, Ghosh P, Kreisberg JI & 
Brattain MG 2002 Differences in sensitivity of biological  
functions mediated by epidermal growth factor receptor 
activation with respect to endogenous and exogenous ligands. 
Journal of Biological Chemistry 277 75–86. (doi:10.1074/jbc.
M103268200)

Shi XB, Xue L, Tepper CG, Gandour-Edwards R, Ghosh P, Kung HJ & 
DeVere White RW 2007 The oncogenic potential of a prostate 

cancer-derived androgen receptor mutant. Prostate 67 591–602. 
(doi:10.1002/pros.20544)

Vinall RL, Hwa K, Ghosh P, Pan CX, Lara PN Jr & de Vere White RW 
2007 Combination treatment of prostate cancer cell lines with 
bioactive soy isoflavones and perifosine causes increased growth 
arrest and/or apoptosis. Clinical Cancer Research 13 6204–6216. 
(doi:10.1158/1078-0432.CCR-07-0600)

Vinall RL, Mahaffey CM, Davis RR, Luo Z, Gandour-Edwards R, 
Ghosh PM, Tepper CG & de Vere White RW 2011 Dual blockade of 
PKA and NF-kappaB inhibits H2 relaxin-mediated castrate-resistant 
growth of prostate cancer sublines and induces apoptosis. Hormones 
and Cancer 2 224–238. (doi:10.1007/s12672-011-0076-4)

Vinall RL, Tepper CG, Ripoll AA, Gandour-Edwards RF, Durbin-Johnson BP, 
Yap SA, Ghosh PM & deVere White RW 2016 Decreased expression  
of let-7c is associated with non-response of muscle-invasive bladder 
cancer patients to neoadjuvant chemotherapy. Genes and Cancer 7  
86–97. (doi:10.18632/genesandcancer.103)

Wang Y, Kreisberg JI, Bedolla RG, Mikhailova M, deVere White RW & 
Ghosh PM 2007 A 90 kDa fragment of filamin A promotes  
Casodex-induced growth inhibition in Casodex-resistant androgen 
receptor positive C4-2 prostate cancer cells. Oncogene 26 6061–6070. 
(doi:10.1038/sj.onc.1210435)

Wang Y, Mikhailova M, Bose S, Pan CX, deVere White RW & Ghosh PM 
2008 Regulation of androgen receptor transcriptional activity by 
rapamycin in prostate cancer cell proliferation and survival. 
Oncogene 27 7106–7117. (doi:10.1038/onc.2008.318)

Yeh CK, Ghosh PM, Dang H, Liu Q, Lin AL, Zhang BX & Katz MS 
2005 Beta-adrenergic-responsive activation of extracellular signal-
regulated protein kinases in salivary cells: role of epidermal 
growth factor receptor and cAMP. American Journal of Physiology: 
Cell Physiology 288 C1357–C1366. (doi:10.1152/
ajpcell.00370.2004)

Received in final form 2 September 2016
Accepted 7 September 2016
Accepted Preprint published online 7 September 2016

Downloaded from Bioscientifica.com at 06/24/2020 05:30:18PM
via free access

http://dx.doi.org/10.1530/ERC-16-0382
http://dx.doi.org/10.1177/1947601910385450
http://dx.doi.org/10.1530/ERC-12-0171
http://dx.doi.org/10.1371/journal.pone.0134346
http://dx.doi.org/10.1530/ERC-15-0021
http://dx.doi.org/10.1530/ERC-15-0021
http://dx.doi.org/10.1074/jbc.M103268200
http://dx.doi.org/10.1074/jbc.M103268200
http://dx.doi.org/10.1002/pros.20544
http://dx.doi.org/10.1158/1078-0432.CCR-07-0600
http://dx.doi.org/10.1007/s12672-011-0076-4
http://dx.doi.org/10.18632/genesandcancer.103
http://dx.doi.org/10.1038/sj.onc.1210435
http://dx.doi.org/10.1038/onc.2008.318
http://dx.doi.org/10.1152/ajpcell.00370.2004
http://dx.doi.org/10.1152/ajpcell.00370.2004

	The physics days
	The biophysics days
	Learning biochemistry (or maybemolecular biology)
	A disease called prostate cancer
	Science with tissues, animals, genes
	Cancer biology
	Still learning
	Declaration of interest
	Funding
	Acknowledgements
	References

