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Cause of heart failure may differ

A new study from
the UC Davis School of
Medicine found striking
differences at the cellular
level between male and
female mice with heart
failure with preserved
ejection fraction (HFpEF).

The findings could
determine how HFpEF
is treated in women
compared to men.

With HFpEF, the heart
muscle contracts normally
but the heart is unable
to fully relax and refill
properly between beats.
This condition is known
as diastolic dysfunction.
It can occur if the
heart is too stiff or if
the contraction process
doesn’t shut off quickly
enough between beats.

The study showed that
the diastolic dysfunction
in female mice resulted
from altered heart
filament proteins. In male
mice, it resulted from the
slow removal of calcium
from heart cells between
heartbeats, causing a slight
contraction to remain
between beats.

“This study demonstrates
the importance of
conducting research on
both male and female
populations,” said Donald
M. Bers, a senior author
of the study. Bers is the

for women & men

chair of the Department
of Pharmacology and the
Joseph Silva Endowed
Chair for Cardiovascular
Research at the UC Davis
School of Medicine. “If
these same molecular
male-female distinctions
occur in obese diabetic
patients with HFpEF, it
may mean that the best
therapeutic strategies for
HFpEF in women may
differ from those for
men.”

Heart failure is when
the heart cannot pump
enough blood and oxygen
to support the body.
Approximately 6.2 million
people in the US. have
heart failure. The five-
year mortality rate for
heart failure is around
50%, although many
factors can influence
survival. About half of
those with heart failure
have HFpEF, and almost
twice as many women
have HFpEF compared
to men. Men with the
heart failure may be
more at risk of cardiac
arrhythmias and sudden
cardiac death.

Obesity and diabetes
are common in people
with HFpEF. To study the
disease, the researchers
created a unique “two-hit”
mouse model combining

AR
two factors.

For the first factor, the
researchers used mice
genetically lacking a
leptin receptor. Leptin is
a hormone that promotes
satiety. Without it, appetite
remains high and the
animals become obese
and diabetic. For the
second factor, mice were
exposed to an aldosterone
infusion. Aldosterone is
a hormone made by the
adrenal gland. High levels
of aldosterone cause fluid
retention.

This animal model of
heart failure and diabetes
develops HFpEF, allowing
researchers to analyze the
cellular and molecular
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mechanisms of muscle
contraction and relaxation
in male and female mice.

Calcium 1is critical
in the activation of
contraction and relaxation
of heart muscle cells
as well as the heart’s
electrical activity. Calcium
entering the heart cell
at each beat causes the
muscle to contract. It also
helps drive the electric
signal that synchronizes
the contraction of the
millions of heart muscle
cells required for the
heart to function as an
efficient pump. Calcium
is removed from the cell
at each beat. This allows
the heart to relax between
beats and fill for the next

Changes in brain lead to memory problems

People who report
early memory problems
and whose partners
also suspect they have
memory problems have
higher levels of tau
tangles in the brain, a
biomarker associated
with Alzheimer’s disease,
according to a study
published recently.

Subjective cognitive
decline is when a person
reports memory and
thinking problems before
any decline is large
enough to show up on
standard tests.

“Understanding
the earliest signs of
Alzheimer’s disease is
even more important
now that new disease-
modifying drugs are
becoming available,” said
study author Rebecca
E. Amariglio, PhD, of
Harvard Medical School
in Boston. “Our study
found early suspicions
of memory problems by
both participants and the
people who knew them
well were linked to higher
levels of tau tangles in
the brain”

The study involved 675
adults with an average
age of 72 who did not

have cognitive impairment
on formal testing. All had
brain scans for amyloid
plaques. Of this group,
60% had elevated levels
of amyloid, meaning they
were at risk for developing
cognitive impairment due
to Alzheimer’s disease
even though, at the
time of the scan, they
were cognitively normal.
Participants did not know
if they had elevated levels
of amyloid.

Each participant had a
study partner - a spouse,
child or friend - who
could answer questions
about the participant’s
thinking and memory
skills and ability to
perform daily tasks. In

65% of cases,

partners
lived with participants.

Each participant and
their partner completed
a questionnaire to
assess the participant’s
subjective cognitive

decline. Questions
included, “Compared to
one year ago, do you
feel that your memory has
declined substantially?”
and “Compared to one
year ago, do you have
more difficulty managing
money?” Participants’ and
partners’ scores were
recorded with higher
scores indicating greater
complaints about memory.

Researchers also
reviewed brain scans for
levels of tau tangles.

Greater tau is also a risk
factor for Alzheimer’s
disease and is at higher
levels in people with
elevated amyloid.

Researchers found
participants with higher
levels of tau tangles in
the brain had higher
scores of complaints on
the memory questionnaire.
Their partners also
scored them higher. This
association was stronger
in participants who had
elevated levels of amyloid
plaques.

“Our study included a
high percentage of people
with elevated amyloid,
and for this reason we
were able to also see that
memory complaints were
associated with higher tau
tangles,” said Amariglio.
“Our findings suggest that
asking older people who
have elevated Alzheimer’s
disease biomarkers about
subjective cognitive
decline may be valuable
for early detection. This
is particularly important
since it is predicted that
treatments given at the
earliest diagnosable form
of the disease will be the
most effective in slowing
the disease””

Key protein may help reduce osteoporosis bone loss

Osteoporosis, a
condition characterised
by porous and fragile
bones, poses a significant
threat to skeletal health.
As the very framework
of the human body, bones
provide crucial structural
support. When bone mass
diminishes, it not only
compromises this support
but also impairs overall
function, leading to a
diminished quality of
life. With the aging
population experiencing

a surge in osteoporosis
cases, the strain on
healthcare resources

for long-term care is
evident. Hence, there
is a need to understand
the mechanisms that
contribute to osteoporosis
and develop effective
targeted therapies to
minimise its long-term

impact.
Osteoblasts and
osteoclasts are two

types of cells crucial
for the maintenance
and remodeling of bone

tissue. While osteoblasts
are the bone-forming
cells responsible
for synthesising and
depositing new bone
tissue, osteoclasts are
the bone-resorbing
cells involved in the
breakdown and removal
of old or damaged bone
tissue. An increase in the
proportion of osteoclasts
leads to loss of bone
mass in conditions
like osteoporosis,
rheumatoid arthritis
(joint inflammation), and
bone metastases (cancer
that has spread to the
bones). Osteoclasts arise
from the differentiation
of macrophages or
monocytes, which are

types of immune cells.
Suppressing osteoclast

differentiation can,
therefore, serve as a
therapeutic strategy

to prevent bone loss.
However, the precise
molecular mechanisms
governing the complex
process of Dbone
remodelling remain
unclear.

In a new groundbreaking
study, Professor
Tadayoshi Hayata, Mr.
Takuto Konno, and
Ms. Hitomi Murachi
from Tokyo University
of Science, along with
their co-workers, delved
deeper into the molecular
regulation of osteoclast
differentiation. Receptor

activator of nuclear
factor kappa B ligand
(RANKL) stimulation
induces the differentiation
of macrophages into
osteoclasts. Further, bone
morphogenetic protein
(BMP) and transforming
growth factor (TGF)-
signaling pathways have
been implicated in the
regulation of RANKL-
mediated osteoclast
differentiation. In the
current study, the
researchers sought to
investigate the role of
Ctdnepl - a phosphatase
(an enzyme that removes
phosphate groups) that
has been reported to
suppress BMP and TGF-
signalling.Prof. Hayata
states, “RANKL functions
as an ‘accelerator’
for osteoclast cell
differentiation. Driving
a car requires not only
the accelerator but also
the brakes. Here, we find
that Ctdnepl functions as
a ‘brake’ on osteoclast
cell differentiation.”
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beat.
In the male mice with

HFpEF, the calcium
removal from the heart
muscle cells was slowed,
preventing complete
relaxation between beats.
The male HFpEF mice
also exhibited more
abnormal heart rhythms,
known as arrhythmias.

In contrast, the
females with HFpEF
exhibited normal calcium
movements into and out
of the heart cells. Instead,
the researchers observed
an increase in a shorter
and stiffer form of titin
(N2B). Titin is a protein
in the heart that acts
like a supportive spring.
Researchers also observed
phosphorylation (a
molecular reaction) of titin
and another heart filament
protein, troponin I. Both
the titin and troponin
changes made the female
heart cells functionally
stiffer - making the heart
harder to fill - even
though calcium removal
was normal.

Chicken feathers to deliver
chemotherapy drugs

A new method of drug
delivery using proline,
an amino acid found in
chicken feathers and skin
tissue, could be used to
limit the side effects of
chemotherapy and repair
important enzymes, new
research suggests.

Published recently,
researchers have designed
a cage (a box made of
single molecules) from
biologically compatible
peptides, short amino
acids that form the
basis of proteins. These
cages can house drugs
of different sizes and
transport them in the
body with high levels of
precision.

The negative side
effects associated with
chemotherapy, such as
hair loss and nerve
damage, are a result of
‘off-site toxicity’, where
the treatment kills healthy
cells surrounding tumours
as well as the tumour
itself. By creating a nano-
sized cage to house the
drug and carry it into the
tumour before releasing
it, this effect can be
channelled more directly
to the tumour, shielding
healthy cells.

The cage can be tuned
to different sizes, enabling
different payloads of drugs.
This flexible structure
allows for chemotherapy
drugs, antibiotics, and
antivirals to potentially
be delivered. Previously,
cages of this kind could
only be made using
hydrocarbon molecules
found in tar, which can
often be toxic to humans.

Existing drugs show promise for
rare genetic disorder

A drug approved to treat
certain autoimmune diseases
and cancers successfully
alleviated symptoms of a
rare genetic syndrome called
autoimmune polyendocrine
syndrome type 1 (APS-1).
Researchers identified the
treatment based on their
discovery that the syndrome
is linked to elevated
levels of interferon-gamma
(IFN-gamma), a protein
involved in immune system
responses, providing new
insights into the role of IFN-
gamma in autoimmunity.

The study, led by
researchers at the National
Institutes of Health’s
National Institute of
Allergy and Infectious
Diseases, was published
recently.

In a three-stage study,
conducted in mice and
people, the researchers
examined how APS-1
causes autoimmune disease.
The syndrome is marked
by dysfunction of multiple
organs, usually beginning
in childhood, and is fatal
in more than 30% of cases.
This inherited syndrome is
caused by a deficiency in a
gene that keeps the immune
system’s T cells from
attacking cells of the body,
leading to autoimmunity;
chronic yeast infections in
the skin, nails, and mucous
membranes; and insufficient
production of hormones
from endocrine organs,
such as the adrenal glands.

Symptoms include stomach
irritation, liver inflammation,
lung irritation, hair loss,
loss of skin coloring,
tissue damage, and organ
failure.

In the first stage of
this study, researchers
led by scientists in
NIAID’s Laboratory of
Clinical Immunology and
Microbiology examined the
natural history of APS-1
in 110 adults and children.
Blood and tissues were
analyzed to compare gene
and protein expression in
people with and without
APS-1.

They found elevated IFN-
gamma responses in the
blood and tissues of people
with APS-1, indicating that
IFN-gamma may play an
important role in the disease
and providing a pathway to
target for treatment.
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This structure,
researchers believe, also
opens the door for faulty
enzymes to be replaced
within the body, which
has previously not been
possible. Historically,
enzymes, which are
composed of proteins
and perform important
functions in the body,
could only have their
activities blocked by
drugs. The blocking of
this functionality would
then have an impact in
the body, like reducing
inflammation. Now, the
cages could replace this
function which may lay
the groundwork for a new
form of treatment.

Principal author Dr
Charlie McTernan,
Lecturer in Chemistry at
King’s College London
and Group Leader at the
Francis Crick Institute,
said “What we’ve
created is essentially a
biologically compatible
molecular teabag. We
can fill this teabag, or
cage made from widely
available proline and
collagen, with several
different medicines and
deliver them in a much

more targeted way than
we could before”

“In time, we hope that
this could mean that
we can limit the hair
loss, nausea, and other
unpleasant side effects of
chemotherapy. We might
even be able to repair
malfunctioning enzymes
that have an influence
on the development of
cancer. The best part is
we can do this sustainably
and at scale”

Proline is very straight
and rigid in shape, while
also being soluble in
water, which makes
it uniquely suited for
drug delivery, as water
makes up roughly 60%
of the human body. By
binding the peptide to
small amounts of metal
such as palladium, the
researchers could create
a tuneable structure they
could rapidly increase or
decrease in size.

As proline and collagen
are widely available and
don’t rely on chains of
hydrocarbons like previous
methods, the team hope
to sustainably scale up
their current production
in the lab.

C E-AUCTION NOTICE

e-Auction forms are invited for Disposal of Flood
Affected Micro Alloy Sheets, CRCA Coil /Sheets
and HR Plates Salvage to be sold on Per MT
basis and “As Is Where Is” basis, lying at M/s.
JRT Industries, No.143/4B, Sadayankuppam
Village Manali, Tiruvallur, Chennai — 600103
Contact Person: Mr. Amarnath Mob:
9962190007 Inspection can be done:
14/06/2024 with prior appointment. Date of E
auction is 15/06/2024 from 02 PM Onwards E
auction Form with Earnest Money Deposit
(EMD) to be submitted latest by 13/06/2024 up
to 6 PM at the auctioneer's address. E-Auction
Portal is www.thesalvagebids.com , visit and
register yourself. For Inquiries please contact:-

Amit Gupta - 91 8510801000
Adamya Goel - 8199911101
Sakshi 9306911655

The Salvage Bids, 273, Tagore Park, Behind
Canara Bank, Near Model Town, Delhi - 110009

RUPEEK CAPITAL PRIVATE LIMITED
45/B, Shubham Complex, 1st A Main, JP Nagar 3rd Phase, Bengaluru - 560078

GOLD AUCTION NOTICE

Sd/- Authorised officer

The borrowers and the public in general are hereby notified that the gold
pledged with respect to the below mentioned loans will be auctioned on
account of non-repayment of dues. The Auctions will happen on 14/06/2024
through an online portal https://gold.samil.in In case e-auction is not
materialised for any reason on the date mentioned above, with respect any or all
items of the pledged ornaments, Rupeek shall be conducting e-auction/Private
Sale of the items on any subsequent date/s without further notice.

List of Loans (LOS ID)

12006279, 12007836, 12008415, 12008417,
12008516, 12008635, 12009268, 12009845,
12010194, 12010354, 12010516

For more information please contact - 1800 419 8000

Rupeek Capital Pvt. Ltd.

SALE NOTICE

AASCAR FILM PRIVATE LIMITED (In Liquidation)
Reg.off.:9, 10th Avenue, Ashok Nagar, Chennai-600083.

Liquidator: Chandramouli Ramasubramaniam
Liquidator Address: Raji 3B1, 3rd Floor, Gaiety Palace, 1L Blackers Road,
Mount Road, Chennai - 600002.

Email: srinidhicra@gmail.com | Contact No. 9884068292

E- Auction sale notice for sale of company as a going concern along with its assets
under Insolvency and Bankruptcy Code, 2016
Date and Time of Auction : Thursday, 04.07.2024
12.00 pm to 1.00 pm (With unlimited extension of 5 minutes)
Notice is hereby given to the public in general for sale of the Company viz AASCAR FILM
PRIVATE LIMITED (In liquidation) as a Going Concern forming part of Liquidation Estate by
the Liquidator, appointed by the Hon'ble National Company Law Tribunal, Chennai bench
vide order No. IA/663/1B/2020 in CP/1183/1B/2018 dated 21st April 2021.. The sale will be
done by the undersigned through the e-auction platform WWW.BANKAUCTIONS.IN

ASSETS

Reserve Price - Rs. 2,30,000 /-

Earnest Money Amount Rs. 23,000/-

sold before CIRP

Sale of Corporate Debtor as a “going concern”

Along with its stock of the 14 tamil films released from the year 2000 to 2018 of the Aascar
Film Private Limited (Production Company) for an auction sale. Other rights such as
Theatrical rights, Satellite rights, OTT rights, negative and audio rights were already been

Auctioned as “going concern”

Tribunal, Chennai Bench.

08142000064

the date of auction..

Decision of the Liquidator will be final.

event.

ie. WWW.BANKAUCTIONS.IN

Date : 04.06.2024
Place: Chennai

TERMS AND CONDITION of the E-AUCTION are as under:

1. E-Auction will be conducted on “AS IS WHERE 1S”, “AS IS WHAT IS”AND“WHATEVER
IS BASIS” as such sale is without any kind of warranties and indemnities through
approved service provider M/s. e-Procurement Technologies Ltd.

2. The auction comprises of only Single Lot, wherein the entire Corporate Debtor to be

3. In case of Sale of Corporate Debtor as a going concern, if any specific condition is
proposed by the prospective bidder, it shall be subject to the approval of the stakeholder's
consultation committee and the Liquidator. Further the sale of Corporate Debtor as a
Going Concern is subject to the final approval of the Hon'ble National Company Law

4. The sale proceeds of the e-auction will be transferred to the liquidation estate and the
same will be distributed to the creditors, in accordance with their admitted claims by the
liquidator, as per section 53 of the IBC of 2016

5. The EMD shall be payable through DD/NEFT/RTGS in the account of Aascar Firm Private
Limited under Liquidation Account: Indian Overseas Bank Branch— Anna Salai- Chennai
and IFSC Code:000109 ACCountNO. 010902000971164

6. Bids shall be submitted through online mode only in the format prescribed. The bidform
can be downloaded from the website of https://ncltauction.auctiontiger.net.

7. Last date and time of submission of EMD & Tender documents is 5.00 pm on 02.07.2024.

8. The date and time of e-Auction is 04.07.2024 Thursday between 12.00 pmto 1.00 pm.

9. If any offer is received within the last 5 minutes of closure time, the biding time will be
extended automatically by another 5 minutes and if no higher bid is received within in the
extended 5 minutes, the auction will automatically get closed at the extended 5 minutes.

10. Bid incremental value is minimum Rs.10,000/- at every time increase in bid amount. The
intended bidder who have deposited EMD and require assistance in creating Login ID and
password may contact the liquidator office on phone +91 9884068292 through email at
srinidhicra@gmail.com or for technical support you can contact Mr. Prakash @

11. The EMD amount of unsuccessful Bidders will be refunded on or before one week from

12. The bidder who submits highest offer (more than Reserve Price) on closure of onlin
eauction shall be declared successful bidder subject to approval by the Liquidator. The
Liquidator reserves his rights to reject any or all of the offers or accept offer for one or
more properties received without assigning any reasons whatsoever at any stage.

13. Upon confirmation of sale, the auction purchaser shall deposits 25% of sale
price(including MD) immediately (within 24 hours of the declaration of the successful
bidder ) and the balance sale consideration of 75% to be paid within 30 days of sale. If any
balance sale consideration made after 30 days of the sale shall attract interest at the rate
of 12% and if the balance sale consideration is not received within 90 days of sale, the
Liquidator shall forfeit the entire amount already paid/ deposited by the purchaser. In case
of default in payment, the property shall at the discretion of the Liquidator be sold to the
2nd highest bidder or resold and the defaulting purchaser shall not have any claim.

14. The highest bidder would bear the applicable GST, charges/ fees payable for conveyance
such as ownership transfer, registration fee etc., as applicable under law.

15. The Liquidator will not be responsible for any charge, lien under sale. The Liquidator has
absolute right to accept or reject the bid or adjourn, postpone, extend the auction without
assigning any reasons whatsoever. No objections will accrue to the Liquidator n such an

16. For any further details about the auction, the intended buyer can contact the Liquidator of
the Company Mr. C.Ramasubramaniam (+91 9884068292/ 044-28528292) either by
phone or by email srinidhicra@gmail.com

17. Further inquiries, if any and/or terms and conditions for sale can be obtained from the
Liquidator office at phone numbers mentioned above.

18. Terms and conditions, deadlines Timelines, notifications, updates and other details for
participating in the electronic auction are provided in the Process Memorandum which is
available on the website WWW.BANKAUCTIONS.IN

19. Any corrigendum/ addendum will be displayed only on website

LIQUIDATOR OF AASCAR FILM PRIVATE LIMITED
1BBI Reg No. IBBI/IPA-002/IP-N00052/2016-17/10096

Sd/-
CHANDRAMOULI RAMASUBRAMANIAM
(C.RAMASUBRAMANIAM)

Email: srinidhicra@gmail.com
Contact No: 9884068292/04428528292




