» This presentation is based on frequently asked questions by inquisitive patients /
relatives. It is strictly only for awareness purpose and who are interested to know
about the efficacy of Herbal medicines in Cancer.

>t is not meant to stop or replace your ongoing chemo or any other allopathic
treatment. Please Note.

»There are no Steroids / Allopathic painkillers & No Toxic Metals in My medicines.

» Results vary from patient to patient. So no guarantee of the outcome. But 100 %
guarantee of giving you the best of the treatment for your illness.
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Herbal Medicines In The Management of Cancers
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( M.D.-Ayurveda- Practicing since 1995)
( Web site- www.myayurvedadoctor.com
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Centreof Cancerpn— E f f & Satetyoy CurcuminFormula& Ashwagandhan Os t e o s aCondoated
by Dr. ManishAgarwal& Dr. VikramGota

Worked in Acworth leprosy Hospital, Wadala, Mumbai, through their S.E.T. Program to eradicate Leprosy from
Society.

Practicing as Ayurveda, Diet, Yoga & Panchakarma Consultant at Goregaon west, Mumbai, Since 1995.
Dedicated in cancer management since 2005

Scientific Secretary of Goregaon Medical Association.

Delivered lectures on various scientific forums & conferences on Evidence based scientific Role of Ayurveda
to manage various chronic diseases , Covid 19 & Cancers.
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What is Chemoprevention ?

The treatment which can arrest the -
Initiation

Growth &

Progress of cancer

Ayurveda as a most effective Chemopreventive treatment
What is the need of it ?

Are there any references to use it before , along or after
chemotherapy ?

Is integrated treatment allowed ?




Need of adding Chemopreventive
treatment in cancer

 Data from American cancer society- almost 1500
death per day

e Data from NICRP-India : Around 1300 -1400 death
per day

More than 90 % of Mortality in Cancer Patient
Attributed to

Metastases & Not to the Primary tumers
Journal of Bioenergetics - August 2012




Lancet Oncology:

June 2001, Vol. 2, pgs- 371-379

Adjuvant chemotherapy
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Tobacco-induced carcinogenesis and chemoprevention by

some natural products
J of Radiation and cancer research Feb 2017- Volume : 8 | Issue:1 | Page:35-43

Nicotine addiction
and tobacco use

. 1
Out of 35,000 plant species screened, about
3, 000 s peciRepgroddible Anti Cancerd\ctraty

National Cancer Institute

(Journal of Plant Sciences and Agricultural Research-November 10, 2017)
(International journal of Pharmaceutical sciences and research 2015)
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Is integrated ( Ayurveda + Allopathic) treatment allowed ?

« W.H.O. strategy for 20134 are To support Member
States In:

1. Harnessing the potential contribution of TM for
wellness & people centered health care.

2. Integrating TM & Practitioners into conventional health
systems & National Policies where appropriate.

3. “ Tradi ti onal medi cl nes

efficacy
contribute to the goal of ensuring all people have
accesso Car€ -WHO Former Director-General, Dr. Margaret

Chan

O




Herbs Improving Mtch function& Having Chemopreventive effects

Fasting
Kalmegh
Chirayat
Piperine
Curcuma longa
Ginger
Ashwagandha
Tinospora cordifolia
Garlic

Chitrak

Herbo mineral
Metals
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Pulled date from indexed journals — Herbs’ mode of action to manage cancer

Ginger- Improves Senescent Death

Piperin- Acts on MOMP- and by releasing Cytochrome C, triggers Death signal, Piperine activate both intrinsic and
extrinsic pathways of apoptosis, Alerter REDOX potential, Piperine enhances the radio sensitization of, otherwise
resistant, tumors

Piperine influences UV-(B) signaling and induces apoptosis in UV irradiated skin cancer cells, inhibits CSC renewal &
Angiogenesis, Piperine influences autophagy and ER stress in favor of cell death, , Piperine acts as an adjuvant for
TRAIL based therapy of TNBC

Andrographolide- induced both intrinsic and extrinsic apoptosis pathway in different cancer cells via augmenting
expression of different apoptotic protein like Bax, p53, and activated caspases. successfully used as an
antineoplastic drug in cancer chemotherapy. It inhibited the growth of human breast, prostate, and hepatomas.

Plumbajin- It suppresses Invasion of HER 2 over-expressing Breast ca progress. It also restrains angiogenesis by
suppressing Tumor derived Vascular endothelial cells

Tinospora- Immunomodulator, improves qualitative function of macrophages, immune cells, arrest GO-G1, G1-S &
G2-M phases of cell cycle by suppressing specific cyclins . Suppresses and anti-apoptotic protein Bcl-xL . &
Augments pro apoptotic BAX,BAD, BAK, BOK,

Ashwagandha- Prevents self renewal of Cancer Stem Cell, Blocks Cyclins & Cdk, HER2, EGFR, Akt, STAT, BcL2, It also
it is also an Anti-angiogenetic, anti IL 6, NfkB .

Turmeric — Up regulation of Pro-apoptotic (Bax, Bad & Bak) . Down regulation of anti-apoptotic proteins (Bcl(2) and
Bcl-xL). Down regulates Transcription factors (NF-kB, STAT3, B-catenin, & AP-1) Growth factors (EGF, PDGF, and
VEGF) Enzymes (COX-2, iNOS, and MMPs), Kinases (cyclin D1, CDKs, Akt, PKC, & AMPK), Inflammatory
cytokines(TNF, MCP, IL-1&IL-6) Proliferation (EGFR and Akt), Adhesion Molecules

Asparagus- Shatavarins- Excellent anti proliferative seen in Breast, Colon & Lung, Kidney cancer cells line and in
animal studies

Tryptone stabilized Gold nano Particles- target tubulin and inhibit cell viability by arresting cell cycle .




Evidence based conclusion of efficacy of fasting ( C.R.- Diet) in cancer

STF ( 48 hrs before chemo) during chemotherapy was well tolerated and reduced hematological toxicity of
TAC (docetaxel/doxorubicin/cyclophosphamide) in HER2-negative BC patients. (BMC Cancer Medical and
radiation oncology)

Fasting + Chemotherapy cycles increased cancer-free survival in 20—60% [98, 99] & is effective in improving
chemotherapeutic index [100].

Caloric restriction coupled with radiation decreases metastatic burden in triple negative breast cancer -
(Cell Cycle-Feb 2016)

Fasting Cycles Retard Growth of Tumors and Sensitize a Range of Cancer Cell Types to Chemotherapy (Sci
Transl Med. 2012 Mar 7; 4(124): 124ra27.)

Prolonging the length of the nightly fasting interval may be a simple, non-pharmacologic strategy for
reducing the risk of breast cancer recurrence. Improvements in glucoregulation and sleep may be
mechanisms linking nightly fasting with breast cancer prognosis.

(JAMA Oncology- March 31, 2016.)

Fasting protects against the side-effects of Irinotecan treatment but does not abrogate anti-tumor activity
in mice (Cell Cycle. 2015 Jul 18; 14(14): 2333-2339)

36% reduction in metastasis due to down regulation & reduction in IGF-1 signaling & IL 6, TNFq, CRP
Up regulation of Aldolase —A/ DNA-PK / P53 pathway- Suppresses Tumor Growth- Oncogene October 2017

Increasedautophagyin healthycells Increasedapoptosisin cancercells Errors in DNA replication reduced
Reduction in Migration of toxic gut MALT




Withaferin-A—A Natural Anticancer Agent with Pleotrophic Mechanisms of Action
Int. J. Mol. ScR016, 17(3), 290
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J. Cancer Prevention Research —
(13-0445 May 2014) ( U.S.A.)

Initial Tumor

Ashwagandha acts on
stem Cells

Cancer Stem Cells Recurring Tumor
Survive

14




A novel combination of Withaferin A and Sorafenibhows synergistic

efficacy against both Papillary and Anaplastic thyroid cancers-
The American Journal of Surgery — Volume 204, Issue 6, December 2012, Pages 895-901
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Enhancement of antitumor effect of Paclitaxel in combination with
immuno-modulatory Withania somnifera on benzo(a)pyrene induced

experimental lung cancer.-
Chem Biol Interact. 2006 Feb 25;159(3):180-5.

immuno-
competent cells,
immune
complexes and
immunoglobulin.

Reduced Tumor
cell proliferation
& animal survival

Reversible &
controllable ADRs

Ashwagandha
+ Paclitaxil




Safety and Pharmacokinetics of a Solid Lipid Curcumin Particle
Formulation in Osteosarcoma Patients and Healthy Volunteers

VikraneS. Gora,*" Giwisk B. Mawu, Tesat G. Soni Tese R. Gaxo,
Nimin Kocrar,” AN Maxist G. Acarwa*

TACTREC, Tata Memorial Centre, Sector-22, Kharghar, Navi Mumbar 410210, India, YAnand Pharmacy
College, Nr. Town Hall, Grid Chokdi, Anand 388001, Gujarat, India, #Honorary Congultant,
KEM Hospital, Parel, Mumbar 400012, India, and “Tata Memoria Hospital, Parel,




Our Experience dealing with Cancer

We have tried two herbs Curcumin and Ashwagandha in stage
IV Osteosarcoma.

Both the products were safe to be used in high doses. No
grade 3 adverse events were observed.

No effect on cancer progress was observed as we were not
expecting miracle in Stage IV patients.

Quality of life improved.

Absorption levels in Patients were not sufficient to have some
activity.

Curcumin was seen in the range of 100ngm/ 2 gms of
formulation And withaferin-A in range of 20ngms/ 500 mg

We have worked further on both products ClinicalTrials.gov
identifier: NCT00689195).




Journal List = J Pancreat Cancer > w501 2019 » PMCES352507

[8aUen Jesldued

aloued [

Iaauen 18

Journal of )
Pancreatic Cancer

Marsy Aoen Lickent, iﬁ‘..fz-ﬁﬁ-‘.’ft%’

J Pancreat Cancer. 201%; 5{1): 1-7. PMCID: PMCS352507

Published online 2019 Jan 25. doi: 10.1089/pancan. 2012 0019 PMID: 20706042

Potential Use of Cannabinoids for the Treatment of Pancreatic Cancer

Gelnaz Sharafi,' Hong He,' and Mehrdad Nikfarjam™?
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Abstract Go to: (]

Background: Cannabinoid extracts mav have anticancer properties_ which can improve cancer treatrment
outcomes. The aim of this review 1s to determine the potentially utility of cannabinoids in the treatment of

pancreatic Cancer.

Methods: A literature review focused on the biological effects of cannabinoids 1n cancer treatment, with a
focus on pancreatic cancer, was conducted. 7 virro and in vivo studies that investigated the effects of
cannabinoids in pancreatic cancer were identified and potential mechanisms of action were assessed.

Results: Cannabinol receptors have been identified 1n pancreatic cancer with several studies showing i
virro antiproliferative and proapoptotic effects. The main active substances found in cannabis plants are
cannabidiol ({CBD) and tetrahvdrocannabinol (THC). There effects are predominately mediated through,
but not limiated to cannabinoid receptor-1, cannabimoid receptor-2, and G-protein-coupled receptor 55
pathwasys. i virre studies consistently demonstrated tumor growth-inhibiting effects with CBD, THC, and
synthetic dertvatives. Syvnergistic treatment effects have been shovwn in two studies with the combination of
CBD/swvnthetic cannabinoid receptor ligands and chemotherapv in xenograft and genetically modified
spontaneous pancreatic cancer models. There are, however, no clinical studies to date showing treatment

benefits 1in patients with pancreatic cancer.

Conclusions: Cannabinoids mawv be an effective adjunct for the treatment of pancreatic cancer. Data on the
anticancer effectivensss of various cannabinoid formulations, treatment dosing, precise mode of action, and

clinical studies are lacking.

Kevwords: cannabidiol, cannabinoids, pancreatic cancer, tetrahvdrocannabinol
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Cannabinoids in cancer treatment: Therapeutic potential and legislation

= Barbara Darig, '™ Mojca Tancer Werboten,? Zeljke Knez, ' and Polonca Ferk?

h = Author information - Article notes -~ Copyright and License imformation Disclaimer

This article has been cited by other articles in PMC.

Abstract Go to: (&)

The plant Camnabis sativa L. has been used as an herbal remedy for centuries and is the most important
source of phytocannabinoids. The endocannabinoid system (ECS) consists of receptors, endogenous
ligands {endocannabinoids) and metabolizing enzyvmes, and plavs an important role in different
prhysiological and pathological processes. Phyvtocannabinoids and swvnthetic cannabinoids can interact with
the components of ECS or other cellular pathwaws and thus affect the development/progression of discases,
including cancer. In cancer patients, cannabinoids have primarily been used as a part of palliative care to
alleviate pain,. relieve nausea and stimulate appetite. In addition, numerous cell culture and animal studies

showed antitimor effects of cammabinoids 1n various cancer twpes. Here we reviewed the literature on

anticancer effects of plant-derived and synthetic cannabinoids, to betier understand their mechanisms of

[=] action and role in cancer treatment. We also reviewed the current legislative updates on the use of

- cannabinoids for medical and therapeutic purposes, primarily in the E1T countries. frm vitro and in vive
cancer models show that cannabinoids can effectively modulate tumor growth, howewver, the antitumor
effects appear to be largelv dependent on cancer tvpe and drmug dose/concentration. Understanding how

cannabinoids are able to regulate essential cellular processes involved in tomorigenesis, such as

progression through the cell cycle. cell proliferation and cell death, as well as the mnteractions between
cannabinoids and the immune svstem_ are crucial for improving existing and developing new therapewtic
approaches for cancer patients. The national legislation of the EUJ MMember States defines the legzal
boundaries of permissible use of cannabinoids for medical and therapeutic purposes_, howewver, these

legislative guidelines maw not be aligned with the current scientific knowledge.

Keyvwords: Cannabinoids, antitumor effects, signaling pathwawvs, legislation

INTRODUCTIONMN Go to: )

The first discovered and most important source of cannabinoids was the plant Camriabis safiva L. which

has been used as an herbal remeds for centuries. The earliest archasological evidence of camnnabis medical
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The Application of Embelin for Cancer Prevention and Therapy T

Jeong-Hyeon Ko, Seok-Geun Lee,! Woong Mo Yang,! Jae-Young Um,! Gautam Sethi 2-3-*" Srishti Mishra,*

Wuthu K. Shan"ugm.”' and Kwang Seok Ahn'*
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Abstract Go to: (¥

Embelin 15 a naturallv-occurring benzogquinone compound that has been shown to possess many biological
properties relevant to human cancer prevention and treatment, and increasing evidence indicates that
embelin may modulate various characteristic hallmarks of tumor cells. This review summarizes the
information related to the various oncogenic pathways that mediate embelin-induced cell death in multiple
cancer cells. The mechanisms of the action of embelin are numerous, and most of them induce apoptotic
cell death that may be intrinsic or extrinsic, and modulate the NF-«B, p33, PI3K/AKT, and STAT3
signaling pathwavs. Embelin also induces autophagy in cancer cells; however, these autophagic cell-death
mechanisms of embelin have been less reported than the apoptotic ones. Recently, several autophagy-
inducing agents have been used in the treatment of different human cancers, although thev require further
exploration before being transferred from the bench to the clinic. Therefore, embelin could be used as a

potential agent for cancer therapy.

Keyvwords: Embelin, apoptosis, autophagy, cancer, cell signaling
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Proposed mechanisms of the potential anticancer activities of embelin.



Succefully treated Cases

Diagnosis Starting date Continued till Out come

Haemangio-endothelial ca  22.11.14 Till date No recurrence
of Vertebra

Gr 2 Chondrosarcoma 15.05.2010 Till date No recurrence

Osteosarcoma 14.01.2009 2014 No recurrence

Recurrent Ca tongue 15.5.2010 Till date No recurrence

Osteosarcoma with pulm 24.06.2010 2015 No recurrence
mets, operated

Breast Ca, er/pr/her- ve, 10.10.2012 Till date No recurrence
could not tolerate more
than 3 chemos

Metastatic Malignant 15.10.2012 Till date No recurrence
melanoma, surgery done,
chemo only one




Liposarcoma of Thigh + RA,
opertaed, local radiation, no
chemo

December 16

No recurrence

Esophageal ca, 11 chemos
done & stent put, recurrence,
another stent & oral chemo

Metastatic endometrium ca,
no chemos , radiation twice

3 time Recurrent high grade
spindle cell sarcoma, surgery
done, radiation done no
chemos

Multiple Myeloma, autologous
transplant done, recurrence,
was kept on Lenolidamine but
after few months discontinued
due to ADR & Infections

24.03.2014

24.03.2013

21.05.2015

26.09.2015

Till date

Till date

Till date

Till date

No recurrence

No recurrence,

No mets

NO recurrence

NO recurrence




Metastatic Osteosarcoma
operated chemo completed,
nodules removed,

15th March
2019

Treatment
continued

No recurrence

Neuroendocrine tumor of
rectum with metastasis

ca ovaries operated, relapsed

Breast ca with
immunophenotype of lung ca,
metastatic ( was not
responding to gemcitabine )

Treated case of Multiple
Myeloma transplant done but
got recurrence.

1.11.2018

01.02.2018

Dec 2018

28.04.2018

Till date

Till date

Till date

Till date

No recurrence

NO recurrence,

No mets

NO recurrence

NO recurrence




Double Primary- Lung ca ( NSCLC) & Breast ca with
metastasis to brain & BONES ( 12, LEFT ISCHIUM,
LEFT PEDICLE OF L1, SACRUM,.SUPRA CLAVICULAR
LYMPH NODE

BREAST- TRIPLE NEGATIVE

4t March 2019

Treatment continued

No recurrence

relapsing- metastatic case of recto sigmoidal ca
with the past h/o tongue ca. operated, 12 chemos
done

Multiple Myeloma ( IgG kappa) metastatic,
Progressive. Transplant done but yet increased
IgG Kappa

Multiple myeloma or Plasmacytosis ( No chemo,
No transplant, only on herbs )

High grade papillary urothelial carcinoma,
operated, onco BCG given but recurred so
operated and after that only on these herbs

24t Oct 2018

20t Jan 2018

18t June 2018

on (25th11.2017 free
kappa- 1271, free
lambda-57.9,K/L
ration-22.11 )( M band
8.2 9 May 2019)

16 Nov 2016

Treatment continued

Treatment continued

Treatment continued

Treatment continued

No recurrence

No recurrence
Kappa, Lambda reduced, M
band reduced

No recurrence

25th 12.2019 free kappa-
774) free lambada- 33.8,
M band 5

No recurrence




» Mitochondrial dysfunction is most essential pathology for
initiation , growth & Metastasis of cancer.

» DNA Mutation, is the consequence of MtDfn and continue as
an important contributor thereafter in the pathogenesis of
cancer.

» Mitochondria depicts as the structural organelle of Agni.

» Treatment of vitiated Agni should improve the mitochondrial
function & biogenesis and hence of Cancer.



20t Century’s Two Great Misconceptions

e (1) Cancer is a purely cell-intrinsic disorder that
stems from epigenetic or DNA Mutation 12 &

(2) The view that malignant cells satisfy their
bioenergetics and anabolic needs mostly (if not
only) via “Aerobic glycolysis”34,

- J of cell Research- 28, pages265—-280 (2018)
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So, after going through this presentation, if you are confident and have faith in me '
then only consult me for yours or your beloved health issues.

ch a‘l enge is keeping the pat
alive at the €ame time




