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PREFACE 

] 

Non communicable diseases are increasingly taking a huge toll on the health and lives of people 
in the developing world, including India. This is not to say that communicable diseases play any 
less havoc with their lives, especially in most of the less developed states of the country. In-fact, 
the true burden of most illnesses is still a guess in a majority of these states.  

Cancers constitute a large proportion of the overall burden of NCDs. Cervical cancer, breast 
cancer and cancer of the oral cavity are the three most commonly encountered cancers in 
Chhattisgarh. Screening for these is eminently feasible and often, precancers can be detected 
by such screening. Such screening programs could rapidly bring down the incidence of 
advanced cancers, the overall numbers of cancers and prevent actual development of some 
cancers through treatment of precancerous lesions.  

Hypertension and Diabetes mellitus are the two other NCDs which have a profound impact on 
the quality of life of the population and their lifespan. Appropriate screening tests in the field 
can detect these and simple algorithms for their complete diagnosis and management can 
easily be followed at the secondary and later primary health care facilities. 

Another important and neglected problem among women is anemia, often nutritional. This 
impacts their ability to work and also increases the risk to their life during lifecycle events such 
as childbirth. This is easily diagnosed in the field setting and is also treatable in most, at the 
primary health care level. 

We need to develop systems whereby these non-communicable diseases can be detected early, 
and their proper management initiated before they cause significant morbidity or certain 
death. Screening for common cancers and other NCDs is a step in that direction. This is being 
initiated as a Pilot Project in two Districts of Chhattisgarh, starting with two blocks, Kota and 
Dharsiwa. These are disparate in their socio-demographic characteristics and in the accessibility 
to appropriate health care. While Kota is predominantly rural and tribal, with no facilities for 
cancer care or palliation in the District (Bilaspur), Dharsiwa by virtue of its proximity to Raipur, 
the capital of Chhattisgarh, has a mix of peri-urban population and rural people. Raipur have 
fairly good healthcare facilities for secondary and tertiary care including cancers, in the public 
health system.  

With the convergence of various Government sponsored schemes such as the RSBY, MSBY, Free 
essential drugs in public health facilities, Sanjivani scheme for critical illnesses, etc. it is possible 
to alleviate the suffering of a large proportion of the people of the state through concerted 
efforts to improve public health services. This pilot program is a step in that direction. 
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INTRODUCTION 
 

This training manual is based on the principles of right of everyone to equitable, affordable and 
accessible health care, with a gender based perspective. It is intended for the health care 
providers at the primary and secondary level health care facilities, i.e. Primary health centers, 
and Community Health centers. Since NCDs are being dealt with as a Public health problem, the 
approach in this manual is a public health one and the facilities referred to are deemed to be in 
the public health domain. 

It focuses on the knowledge and skills required by health care providers at different levels in 
these facilities. The recommendations in the guide are in line with the National guidelines for 
screening and care of NCDs, though some adaptations have been made based on experience 
with local health needs and culture.  

Women have been chosen as the primary beneficiaries of this camp based approach to 
screening and care. Of course continuity of care is expected through an improvement in the 
quality of services available at the PHCs and CHCs. The team for the camp would have health 
care functionaries from doctors, nurses, ANMs, Health supervisors, Laboratory technicians, 
Pharmacists, data entry operators, ward boys and aayas. This would also include the Mitanins 
(ASHAs) who are at the interface between the public health system and the community. A 
separate training manual has been prepared for the Mitanins and their Trainers (Preraks and 
Coordinators). 

Details of holding such a Women's Health Camp have been included in a separate chapter of 
this manual. 

Each chapter details the biology of the disease in brief and simple terms. This is followed by the 
screening technique, interpretation and recording results. Information on establishing a 
diagnosis, looking at the stage of disease or its complications, and care that would be required 
and at what health facility. Where deemed necessary from the point of view of wider 
dissemination and knowledge, the language has been changed to Hindi. 

The evidence base for the guidelines and recommendation is given at the end of each chapter. 

  



iv 
 

  



v 
 

Table of content 

 
Preface I 

 
Introduction Iii 

Chap 1 Cancer cervix 1 

Chap 2 Cancer breast 32 

Chap 3 Oral cancer 49 

Chap 4 Diabetes 57 

Chap 5 Hypertension 67 

Chap 6 Anemia 78 

Chap 7 Proformas and registers 81 

Chap 8 Data management and expected flow of information 83 

Chap 9 Stations at the women's health camp 85 

 Annexures  

 

  



vi 
 

  



Cancer cervix: Screening, Diagnosing and management 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Why focus of cervical cancer 

In 2005, there were, according to WHO projections, over 500 000 new cases of cervical cancer, of which 

over 90% were in developing countries. It is estimated that over 1 million women worldwide currently 

have cervical cancer, most of who have not been diagnosed, or have no access to treatment that could 

cure them or prolong their life. In 2005, almost 260 000 women died of the disease, nearly 95% of them 

in developing countries, making cervical cancer one of the gravest threats to women’s lives. In many 

developing countries, access to health services is limited and screening for cervical cancer either is non-

existent or reaches few of the women who need it. In these areas, cervical cancer is the most common 

cancer in women and the leading cause of cancer death among women. The primary underlying cause of 

cervical cancer is infection with one or more high-risk types of the human papillomavirus (HPV), a 

common virus that is sexually transmitted. Most new HPV infections resolve spontaneously; if it persists, 

infection may lead to the development of pre-cancer which, left untreated, can lead to cancer. 

The main reasons for the higher incidence and mortality in developing countries are: 

1. Lack of awareness of cervical cancer among the population, health care providers and policy-

makers 

 Cervical cancer is one of the leading causes of cancer death in women in the 

developing world. 

 The primary underlying cause of cervical cancer is infection with human 

papillomavirus (HPV), a very common virus that is sexually transmitted. 

 Most HPV infections resolve spontaneously; those that persist may lead to the 

development of pre-cancer and cancer. 

 It usually takes 10 to 20 years for precursor lesions caused by HPV to develop 

into invasive cancer. 

 Effective interventions against cervical cancer exist, including screening for, 

and treatment of, pre-cancer and invasive cancer. 

 An estimated 95% of women in developing countries have never been 

screened for cervical cancer. 

 Over 80% of women newly diagnosed with cervical cancer live in developing 

countries; most are diagnosed when they have advanced disease. 

 The cure rate for invasive cervical cancer is closely related to the stage of 

disease at diagnosis and the availability of treatment. If left untreated, 

cervical cancer is almost always fatal.  

 Because of its complexity, cervical cancer control requires a team effort and 

communication between health care providers at all levels of the health care 

system. 
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2. Absence or poor quality of screening programmes for precursor lesions and early-stage cancer. 

In women who have never been screened, cancer tends to be diagnosed in its later stages, when 

it is less easily treatable 

3. Limited access to health care services  

4. Lack of functional referral systems. 

Biology 

Anatomy of the cervix: Parts of cervix (Ectocervix, Endocervix) 

 

    

Front view of female internal organs 

Uterine cervix  

The cervix, constituting the lower portion of the uterus, is cylindrical or conical in shape, and measures 

3-4 cm in length and 2.5-3.5 cm in diameter. It varies in size and shape depending on the age, parity and 

hormonal status of the woman. The lower half of the cervix, called Portio Vaginalis, protrudes into the 

vagina through its anterior wall, and the upper half, called the Supra-vaginal portion, remains above the 

vagina. The cervix opens into the vagina through the external os. The supra-vaginal portion meets the 

body of the uterus at the internal os. In parous women, the cervix is bulky and the external os appears 

as a wide, gaping, transverse slit (Right side of the image). In nulliparous women, the external os 

resembles a small circular (pinhole) opening (Left side of the image). 

 

The portion of the cervix that is exterior to the external os is called the Ectocervix, which is readily visible 

during speculum examination. The portion above the external os is called the Endocervix. The 

Endocervical Canal, which traverses the Endocervix, connects the uterine cavity with the vagina and 

extends from the internal to the external os. The portion of the upper vaginal cavity that surrounds the 

portio vaginalis is called the Fornix. 
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Microscopic anatomy 

Squamous epithelium: The cervix os covered by two types of epithelium, Stratified Squamous 

Epithelium and Columnar Epithelium, Which meet at the Squamo-columnar Junction (SCJ). A large area 

of Ectocervix is covered by the stratified, non-keratinizing, glycogen-containing squamous epithelium. It 

is opaque, has multiple (15-20) layers of cells and appears pale pink in color in visual examination. It 

consists of a single layer of round basal cells with a large dark-staining nucleus and little cytoplasm at 

the basement membrane. The basement membrane separates the epithelium from the underlying 

stroma. The basal cells divide and differentiate to form the Para basal, intermediate and superficial 

layers. From the basal to the superficial layer, the cells undergo an increase in cytoplasm and a 

reduction of nuclear size. The intermediate and superficial layer cells contain abundant glycogen in their 

cytoplasm. In postmenopausal women, the cells in the squamous epithelium do not mature beyond the 

Para basal layer, and do not accumulate as multiple layers of intermediate and superficial cells. 

Consequently, the squamous epithelium becomes thin and atrophic. Thus, it appears pale and brittle, 

with sub-epithelial petechial, as it is easily prone to trauma. 

Columnar epithelium: The endocervical canal is lined by the Columnar Epithelium (sometimes referred 

to as Glandular Epithelium), composed of a single layer of tall cells with dark-staining nuclei. In visual 

examination, it appears as a grainy, strikingly reddish area because the thin single cell layer allows the 

coloration to the underlying stroma to be seen more easily. It forms several invaginations into the 

substance of the cervical stroma, resulting in the formation of Endocervical Crypts (sometimes referred 

to as endocervical glands). The columnar cells secrete the mucus that lubricates the cervix and vagina. 

At its upper limit, it merges with the endometrial epithelium in the body of uterus, and at its lower limit, 

it meets with the squamous epithelium at the squamo-columnar junction. A localized proliferation of 

the columnar epithelium in the form of a polyp may occasionally be visible as a reddish mass protruding 

from the external os. 

Squamo-columnar junction: The squamo-columnar junction appears as a sharp line. The location of the 

squamo-columnar junction in relation to the external os varies, depending upon factors such as age, 

hormonal status, birth trauma and certain physiological conditions such as pregnancy. During childhood 

and peri menarche, it is located at, or very close to, the external os. After puberty and during the 

reproductive period, the female genital organs grow under the influence of estrogen. Thus, the cervix 

enlarges and the endocervical canal elongates. This leads to the eversion of the columnar epithelium 

onto the Ectocervix, particularly on the anterior and posterior lips, resulting in Ectropion or Ectopy. 

Thus, the squamo-columnar junction is locate in the Ectocervix, far away from the external os during the 

reproductive years and pregnancy. In visual inspection, ectropion is seen as a strikingly reddish 

ectocervix. 

Location of Squamocolumnar Junction (SCJ). (As shown in following figure) 

a) Original Squamo-columnar Junction (SCJ) in a young woman in the early reproductive age group. 

The SCJ is locating far away from the external os. Note the presence of everted columnar 

epithelium occupying a large portion of the ecto-cervix producing ectropion. 
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b) The new SCJ has moved much closer to the external os in woman in her 30’s. The SCJ os visible 

as a distinct white line after the application of 5% acetic acid, due to the presence of immature 

squamous metaplastic epithelium adjacent to the new SCJ. 

c) The new SCJ is at the external os in a perimenopausal woman. 

d) The new SCJ is not visible and has receded into the endocervix in a postmenopausal woman. 

 

Squamous metaplasia: The earliest event in squamous metaplasia is the appearance of small, round, 

sub-columnar cell in the exposed areas of the columnar epithelium, called Reserve Cells. These reserve 

cells proliferate and differentiate to form a thin, non-stratified, multicellular epithelium called Immature 

Squamous Epithelium do not produce glycogen. 

Transformation zone: The transformation zone is the area of the cervix where the columnar epithelium 

has been replaced and/or is being replaced by the metaplastic squamous epithelium. With the naked 

eye, one can identify the inner border of the transformation zone by tracing the squamocolumnar 

junction and the outer border by locating the distal most nabothian cysts (if present) or crypt openings 

(usually visible under magnification). In premenopausal women, the transformation zone is primarily 

located on the Ectocervix.  After menopause, and through old age, the cervix shrinks with the decreasing 

levels of estrogen’s. Consequently, the transformation zone may move partially, and later fully, into the 

endo-cervical canal. Almost all cervical neoplasia occurs in this zone.  Close to the squamo-columnar 

junction. 

The transformation zone of the cervix of a parous woman of reproductive age 
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Location of squamocolumnar junction  (SCJ) 

(a)   Original squamocolumnar junction  (SCJ) in a young woman  in the early reproductive age group. The SCJ is located  

far away from the external os. Note the presence of everted columnar epithelium occupying a large portion of the 
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ectocervix  producing ectropion 

(b)  The new SCJ has moved much closer to the external os in a woman  in her 30s. The SCJ is visible as a distinct white 

line after the application of 5% acetic  acid due to the presence of immature  squamous metaplastic epithelium 

adjacent to the new SCJ 

(c)   The new SCJ is at the external  os in a perimenopausal woman 

 

(d)  The new  SCJ is not visible and  has receded into the endocervix in a postmenopausal woman. Mature  

metaplastic squamous epithelium occupies most of the ectocervix 

 

Signs and symptoms of invasive disease 

Early  1. Vaginal discharge, sometimes foul-smelling 
2. Irregular bleeding (of any pattern) in women of reproductive age 
3. Post-coital spotting or bleeding in women of any age, even young women 
4. Postmenopausal spotting or bleeding 
5. In the case of abnormal peri-menopausal bleeding, cervical cancer should always 

be considered, particularly if the bleeding fails to respond to appropriate 
treatment  

Late  1. Urinary frequency and urgency 
2. Backache 
3. Lower abdominal pain 

Very late  1. Severe back pain 
2. Weight loss 
3. Decreased urine output (from obstruction of the ureters, or renal failure) 
4. Leakage of urine or faeces through the vagina (due to fistulae) 
5. Swelling of the lower limbs 
6. Breathlessness (due to anemia or, rarely, lung metastases or effusion) 

 

Screening methods 
Pathophysiological basis of VIA 

Application of 5% acetic acid, is believed to cause a reversible coagulation, or precipitation of the 

cellular proteins. lt also causes swelling of the epithelial tissue, columnar and any abnormal squamous 

epithelial areas in particular and dehydration of the cells and it helps in coagulating and clearing the 

mucous secretions on the cervix. 

The normal squamous epithelium appears pink and the columnar epithelium red, due to the reflection 

of light from the underlying stroma, which is rich in blood vessels. lf the epithelium contains a lot of 

cellular proteins, acetic acid coagulates these proteins, which may obliterate the colour of the stroma, 

The resulting ‘acetowhitening’ is seen distinctly as compared with the normal pinkish colour of the 

surrounding normal squamous epithelium of the cervix, an effect that is commonly visible to the naked 

eye. Thus, the effect of acetic acid depends upon the amount of cellular proteins present in the 
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epithelium. Areas of increased nuclear activity and DNA content exhibit the most dramatic white colour 

change. 

Then acetic acid is applied to normal squamous epithelium, little coagulation occurs in the superficial 

cell layer, as this is sparsely nucleated. Though the deeper cells contain more nuclear protein, the acetic 

acid may not penetrate sufficiently and, hence, the resulting precipitation is not sufficient to obliterate 

the colour of the underlying stroma. Areas of CIN (Cervical lntraepithelial Neoplasia) and invasive cancer 

undergo maximal coagulation due to their higher content of nuclear protein (in view of the large 

number of undifferentiated cells contained in the epithelium) and prevent light from passing through 

the epithelium. As a result, the sub-epithelial vessel pattern is obliterated and the epithelium appears 

densely white. In CIN, acetowhitening is restricted to the transformation zone close to the squamo-

columnarjunction, while in cancer it often involves the entire cervix.  

The acetowhite appearance is not unique to CIN and early cancer. It is also seen in other conditions 

when increased nuclear protein is present, as in immature squamous metaplasia, in healing and 

regenerating epithelium (associated with inflammation), leukoplakia (hyperkeratosis) and condyloma. 

While the acetowhite epithelium associated with CIN and early invasive cancer is more dense, thick and 

opaque with well demarcated margins from the surrounding normal epithelium, the acetowhitening 

associated with immature squamous metaplasia, inflammation and regenerating epithelium is less pale, 

thin, often translucent, and patchy with ill-defined margins. Acetowhitening due to inflammation and 

healing is usually distributed widely in the cervix, not restricted to the transformation zone and may 

quickly disappear (within a minute). Leukoplakia and condylomata appear intensely greyish-white after 

the application of acetic acid.  

The acetic acid effect reverses much more slowly in CIN lesions and in early pre-clinical invasive cancer 

than in immature squamous metaplasia and inflammation. It appears rapidly and may last for 3-5 

minutes in the case of CIN 2-3 and invasive cancer. 

Pathophysiological basis of VILI: Squamous metaplastic epithelium is glycogenated, whereas CIN and 

invasive cancer cells contain little or no glycogen. Columnar epithelium does not contain glycogen. 

immature squamous metaplastic epithelium usually lacks glycogen or, occasionally, may be partially 

glycogenated. Iodine is glycophilic and hence the application of iodine solution results in uptake of 

iodine in glycogen- containing epithelium. Therefore, the normal glycogen-containing squamous 

epithelium stains ‘mahogany brown’ or ‘black’ after application of iodine. Columnar epithelium does not 

take up iodine and remains unstained, but may look slightly discoloured due to a thin film of iodine 

solution; areas of immature squamous metaplastic epithelium may remain unstained with iodine or may 

be only partially stained. If there is shedding (or erosion) of superficial and intermediate cell layers 

associated with inflammatory conditions of the squamous epithelium, these areas do not stain with 

iodine and remain distinctly colourless in a surrounding black or brown background. Areas of CIN and 

invasive cancer do not take up iodine (as they lack glycogen) and appear as thick mustard-yellow or 

saffron-coloured areas. Areas with leukoplakia (hyperkeratosis) do not stain with iodine either, and 

condylomata may not, or occasionally may only partially, stain with iodine. 
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VIA 

1- Lisdqye    

 phVy QkWjlsQ  

 ck;ksIlh QkWjlsQ

 izs”kj dqdj

 xSl flysaMj]pqYgk

 ekfpl

 dkWVu cky

 Lokc LVhd

 lsoyku

  ykbZlksy

  vPNh jks”kuh okyk 2 VkPkZ

 10 LykbZM

  Xykl doj Lyhi

  ukeZy lykbu

  Xykl ekdZj

  5% ,flfVd ,flM

  QkeZwfyu

  3 ;k Vc&Lisdqye /kksus ds 

fy,

  lkQ ok;y

  lkQ nLrkuk

  dSaph

  Y;wdks IykLVj

  insZ

  2 Vscy&efgyk tkap ds fy,

  1 Vscy&lkeku ds fy,

  Tkkap djus okys 4 yksx

  Cyhfpax ikmMj 7 xzke 

  fujek ikmMj

  5 dkWij&Vh lsV 

  i;kZIr dkWij&Vh

31-  IykfLVd ex&ikuh dks yhVj 

esa ukius ds fy,A

  % vkerkSj ij ftruk cM+k dkWVu Lokc gksrk gS mrus pkSM+s dkWVu 

ds VqdM+s dks 10 bap yEch ck¡l dh iryh fLVd ij etcwrh ls ,d fn'kk esa yisVsaA 

,slh Lokc fLVd~l ds caMy dks dkxt esa ,d lkFk yisV dj vkWVksDyso ¼futhZok.kqd`r½ 

djsaA 

 5% 

 & ¼1½ Xysf'k;y ,flfVd ,flM] ¼2½ vklfor ty ¼3½ Bhd 

rjg ls can gksus okyh ckWVy ¼pkSM+s eqag okyh½ 

1- 95 feyhyhVj vklfor ty esa 5 fe-yh- Xysf'k;y ,flfVd ,flM dks feykus ls 

;g ?kksy rS;kj gksrk gSA 

2- bls rS;kj djus ds ckn rqjar ckWVy dk <Ddu iwjh rjg can djuk t:jh gSA 

mi;ksx ds le; [kksysa] ckn esa rqjar can djsaA 

3- bls izfrfnu rktk rS;kj djuk gSA 
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4- dSEi esas bls rS;kj djuk ,d O;fDr fo'ks"k dh ftEesnkjh gksuk pkfg, ftlls 

vuqikr esa Hkwy u gks vU;Fkk ;g ?kksy yxkus ls xaHkhj jklk;fud tyu dk 

[krjk gksxkA 5% ,flfVd ,flM fuekZ.k dk fnukad ------------------------] yscy yxkuk 

vko';d gSA 

 VIA 

1- 5% ,flfVd ,flM yxkus ij dksf'kdk ds vanj ds izksVhu dk FkDdk te tkrk 

gSA ;g fØ;k vlkekU; LDoSel ,ihFkhfy;e esa gksrh gS] bls ,flVksOgkbVfuax 

dgrs gSaA 

2- CIN o vkØked dSal dh ,flVksOgkbVfuax Li"V ekftZu ds lkFk vf/kd ?kuk] 

xk<+k vkSj vikjn'khZ gksrh gS rFkk 3 ls 5 feuV fVd ldrh gSA   

 

VIA 

% Lokc fLVd] Lisdqye ¼futhZ.kqd`r½] izdk'k lzksr] 

ysUl] nLrkus] tk¡p Vscy] dwM+snku] lsoykWu Lokc] 5% ,flfVd ,flM ?kksyA 

 VIA mi;ksx ls igys efgyk dks tk¡p ds ckjs esa lwfpr djsaA vk'oLr djsa fd bl tk¡p 

esa ihM+k ugha gksxh] lgefr ysaA lgefr ysus ds fy, izk:i ¼QkWeZ½ cuk gqvk gS] mldk 

mi;ksx djsaA 

 VIA yxkuk ¼mi;ksx djuk½ %  

1- tk¡p ds fy, efgyk dks fyFkksVkWeh fLFkfr esa Vscy ij ysVk,¡A 

2- nLrkus igu ysaA 

3- lsoykWu Lokc ls tuukax ds ckgjh Hkkx dks lkQ djsaA 

4- fujh{k.k djsa ckgj ls fn[kus okyh ijs'kkfu;ksa ds fy,A 

5- Lisdqye mi;ksx djsaA 

6- izdk'k lzksr dh lgk;rk ls ysal }kjk lfoZDl ns[ksaA 

7- ;fn lfoZDl ls dksbZ lzko gks jgk gks rks /;ku esa j[ksaA 

8- lfoZDl ds vkdkj vkSj cukoV dks ns[ksaA 

9- LDoSeks dkWYkeuj taD'ku dh igpku djsa vkSj VªkUlQkWesZ'ku tksu dh igpku djsaA 

10- ;fn lfoZDl ij dksbZ ,DVªksfi;u] lokZbdy ikWfyi] uscksfFk;u QkWfydy] Ldkj] 

Y;wdksIysfd;k] dkWfUMyksesVk] lohZlkbfVl gSa rks /;ku j[ksaA 
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11- igys NS ls lkQ djsa fQj Lokc fLVd ds Qkgs dks 5% ,flfVd ,flM esa Mqck dj 

lfoZDl ij yxk,¡A 

12- dksbZ lzko gS rks bl Lokc ls mls lkQ djsaA  

13- Lokc fLVd dks dwM+snku esa MkysaA 

14- 3 feuV rd fujh{k.k djsaA lfoZDl ij ifj.kke ns[ksaA 

 

¼d½ D;k VªkalQkWesZ'ku tksu esa LDoSeksdkWYkeuj taD'ku ds ikl lQsn yhtu ;k dkWYkeuj 

,ihFkhfy;e esa gVk;k u tk lds ,slk ,flVks OgkbV {ks= gSA 

¼[k½ ,flVksOgkbV yhtu fdruh rhozrk ls mHkjrs vkSj xk;c gksrs gSaA 

¼x½ jax & pedhyk lQsn] ?kuk lQsn] ihyk lQsn ;k xanyk lQsnA 

lhek % Li"V ekftZu@vLi"V ekftZu] mHkjs@piVs] fu;fer@vfu;fer ekftZu 

foLrkj % dgka rd QSyk gSA 

 VIA  & 

1- lfoZDl ij dksbZ ,flVks OgkbV yhtu ugha fn[kk 

2- ikWfyi uhys&lQsn ,flVks OgkbV {ks=ksa ds lkFk lfoZDl ls ckgj fudyrk gSA 

3- lQsn nkuksa ;k cVu dh rkjg uscksfFk;u QkWfydy mHkjrk gSA 

4- ,.MkslfoZDl ij vaxwj ds xqPNksa dh rjg fn[kus okys lQsn fcanq fn[krs gSaA 

5- lfoZDl ds lkFk feys gq, pedhys] xqykch&lQsn] uhys&lQsn] ?kus lQsn ;k 

/kqa/kys /kCcs fn[krs gSaA 

6- LDoSeks dkWYkeuj taD'ku ls nwj fLFkr dksbZ yhtu ¼lsVsykbV yhtu½ fn[ksA 

7- LDoSeks dkWyeuj taD'ku ij vLi"V js[kk dh rjg dh ,flVks OgkVfuax fn[ksaA 

  & 

1- VªkUlQkWesZ'ku tksu esa LDoSeks dkWYkeuj taD'ku ds ikl ;k ckgjh OS ds ikl 

fu;fer ;k vfu;fer ekftZu okyk Li"V ?kuk ,flVks OgkbV {ks= gksA 

2- dkWYkeuj ,fiFkhfy;e esa vlk/kkj.k :i ls ?kus ,flVks OgkbV {ks= gksaA 

3- iwjk lfoZDl ;fn ?kuk lQsn gks tk,A 
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4- LDoSxks dkWYkeuj taD'ku ds ikl esa dkWUMhyksek ;k Y;wdksIysfd;k gksa tks 5% 

,flfVd ,flM iz;ksx djus ij vR;kf/kd lQsn jax ds gks tk,¡A 

 

1- efgyk dks crk,a fd fpark dh dksbZ ckr ugha gS vkSj fdlh bykt dh Hkh t:jr 

ugha gS ysfdu fQj Hkh 3 lky ckn ;g tkap fQj ls djuk vPNk gS& ftlls 

vkxs Hkh bl [krjs ls cpk tk ldsA 

2- tks ijs'kkfu;ka fn[kh gksa mudk mipkj djsaA 

 

1- ml le; fn[kh gqbZ ijs'kkuh dk bykt djsaA 

2- vxyh tk¡p dkWYiksLdksih o ck;kWIlh ds ckjs esa le>k,¡ o vkxs HkstsaA 

3- vxj Li"Vr;k % dSalj fn[ks rks ck;kWIlh ysa vkSj mipkj dh tgk¡ lqfo/kk gks ogk¡ 

jsQj djsaA 

 VIA ds fy, mi;ksx fd, x, midj.kksa& Lisdqye] nLrkuksa dks ¼1½ lkcqu ikuh ls /kks,¡ 

o ¼2½ mlds ckn 0-5% Dyksjhu ?kksy esa 10 feuV rd Mqck,¡A ¼3½ iqu% iz;ksx djus ds 

fy, 20 feuV rd mcyrs ikuh esa idk,¡A 

 Dyksjhu dk 0.5% ?kksy rS;kj djuk % 'kq"d dSfY'k;e gkbMªksDyksjkbV pw.kZ 142 xzke dks 

10 yhVj ikuh esa feyk,¡A 

 %& bl ?kksy esa midj.kksa dks 10 feuV ls vf/kd ugha NksM+uk pkfg, o blds 

rqjar ckn mcys ikuh ls /kksuk pkfg,A 

 

1- iksVsf'k;e vk;ksMkbM  10 xzke 

2- vklfor ty   100 fe-yh- 

3- vk;ksMhu fØLVy  5 xzke 

rS;kj djuk %&  

¼d½ 100 fe-yh- vklfor ty esa 10 xzke iksVsf'k;e vk;ksMkbM ?kksysaA 

¼[k½  fgykrs gq, 5 xzke vk;ksMhu fØLVy feyk,¡A 

¼x½ Nku dj Hkwjs jax dh ckWVy esa Hkj dj <Ddu dlsaA 
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¼?k½ yscy yxk,a& cukus dh rkjh[k vkSj 1 ekg ckn dh rkjh[k@mi;ksx vof/k 

1 ekg gksrh gSA 

 

VILI 

izkjafHkd rS;kjh rFkk Lisdqye ds mi;ksx rd dh iw.kZ izfØ;k VIA dh gh rjg gS VILI tk¡p 

dh fo'ks"k ckrsa bl izdkj gS& 

1- efgyk o Lo;a ds diM+ksa ij /kCck yxus ls cpk,¡A 

2- tk¡p ds ckn QkWfuZDl esa vf/kd vk;ksMhu dks lw[ks Lokc ls iksaN nsuk pkfg,A 

 VILI 

1- lkekU; LDoSel ,ihFkhfy;e esa Xyk;dkstu dh dkQh ek=k gksus ls vk;ksMhu ls 

Hkwjk dkyk jax ys ysrk gSA 

2- dkWyeuj ,ihFkhfy;e esa Xyk;dkstu ugha gksus ls vk;ksMhu dk jax ugha ysrk gSA 

3- vifjiDo LDoSel esVkIykfLVd ,ihFkhfy;e esa Hkh Xyk;dkstu ugha gksus ls jax 

ugha ysxk ;k FkksM+k Xyk;dkstu gksus ij gYdk jax ys ldrk gSA 

4- ifjiDo LDoSel esVkIykfLVd ,ihFkhfy;e Xyk;dkstu gksus ls vk;ksMhu dk jax 

ysrk gSA 

5- jtksfuo`fÙk ¼ekgokjh iwjh rjg can½ gksus ds ckn LDoSel ,ihFkhfy;e iryk vkSj 

detksj gks tkrk gS vkSj gYdh pksV ls t[eh gks tkrk gS ;g isVsdh ¼[kwu dh 

ckjhd /kCcs½ ds :i esa fn[krk gS] vk;ksMhu dk jax ugha vkrk gS fdUrq vk;ksMhu 

dh ,d gYdh ihyh cnjax ijr fn[krh gSA 

6- CIN vkSj vkØked dSalj ds {ks= Hkh Xyk;dkstu ugha gksus vk;ksMhu dk jax ugha 

ysrs gSa vkSj xk<+s ihys jax ds fn[krs gSaA 

 VILI 

1- LDoSel ,ihFkhfy;e dk iwjk {ks= Hkwjs ;k dkys jax dk gks tkrk gS vkSj dkWY;weu 

,ihFkhfy;e vk;ksMhu dk jax ugha ysrkA 

2- /kCcsnkj] jaxghu] vLi"V ;k vkaf'kd :i ls Hkwjs {ks= fn[ksaA 

3- ikWfyIl ij vk;ksMhu dk jax u vk, ;k vkaf'kd jax ysus ds dj.k ihys {ks= 

fn[kasA 
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4- Vªkbdkseksukl ostkbusfyl ds laØe.k ds dkj.k phrs dh [kky tSlk vkHkkl gksA 

5- LDoSeks dkWYkeuj taD'ku ls cgqr nwj LDosel ,ihFkhfy;e esa xksy fepZ ds leku 

xSj&vk;ksMhu okys {ks= fn[ksaA 

6- LDoSeks dkWYkeuj taD'ku ls cgqr nwj ,axqyj ekftZu okys irys lsVsykbV] 

vk;ksMhu dk jax u ysus okys ihys {ks= fn[ksaA 

 VILI 

1- LDoSeks dkWYkeuj taD'ku ds ikl ?kus] eksVs pedhys] ljlksa dh rjg ihys ;k 

dslfj;k ihys ,sls {ks= fn[ksa ftu ij vk;ksMhu dk jax ugha vk;k gSA 

2- lEiw.kZ lfoZDl dk jax xgjk ihyk gks tk,A 

 VILI 

tc lfoZDl ij Li"V uksM~;wy] vfu;fer o`f) fn[ks tks vk;ksMhu yxkus ij xgjh ihyh 

gks tk,A 

 
jtksfuo`fÙk ¼ekgokjh iwjh rjg can½ gksus ds ckn LDoSeks dkWyeuj taD'ku ,.MkslokZbdy 

dSuky esa pyk tkrk gS bl dkj.k vkerkSj ij n`';kRed tk¡p esa fn[kkbZ ugha nsrk gS] 

vr% bu efgykvksa esa ;g tk¡psa lgh ifj.kke ugha fn[kkrh gSaA 
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DIAGNOSIS AND STAGING 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

Standard practice for diagnosis: colposcopy and biopsy 

Biopsy performed with the aid of a colposcope is the standard method for diagnosis of cervical pre-

cancer and preclinical invasive cancer. For satisfactory biopsy, the entire transformation zone must be 

visible to allow the degree of abnormality to be assessed and to identify areas for biopsy. If the SCJ or 

the transformation zone is partially or entirely inside the cervical canal, an endocervical speculum 

examination should be done to visualize any lesions in their entirety, and an endocervical curettage 

(ECC) done to obtain a sample for histopathological examination. If pre-cancer is diagnosed, it should be 

treated using cryotherapy, LEEP or cold knife conization. 

 

DIAGNOSIS 

Colposcopy, biopsy and endocervical curettage 

Colposcopy:  

Colposcopy is the examination of the cervix, vagina and vulva with a colposcope, which provides 

illumination and magnification, allowing the cellular patterns in the epithelial layer and surrounding 

blood vessels to be examined. Application of dilute acetic acid will highlight abnormal areas, which can 

o The “screen-and-treat” approach involves providing treatment on the basis 

of a positive screen test, without further diagnostic testing. This is a new 

approach and the long-term impact on cancer incidence has yet to be 

evaluated. 

o It is essential that precancerous lesions graded CIN 2 or 3 are treated. CIN1 

lesions are more likely to resolve spontaneously, but should be treated if it 

is likely that the woman will not return for follow-up, and in other special 

circumstances. 

o Outpatient treatments, such as cryotherapy and loop electrosurgical 

excision procedure (LEEP), are preferable to more invasive treatments (such 

as cold knife conization), which require anesthesia and often 

hospitalization, and have more complications. 

o Cold knife conization is appropriate when the eligibility criteria for 

cryotherapy and LEEP are not met.  

o Hysterectomy should not be used to treat pre-cancer, unless there are 

other compelling reasons to remove the uterus. A desire for surgical 

sterilization is not an acceptable reason. 
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then be biopsied. Used as a diagnostic tool on patients with a positive screen test, colposcopy has a high 

sensitivity (around 85%) and a specificity of about 70% for the detection of pre-cancer and cancer. 

Colposcopy is used to: 

 Visually evaluate precancerous and cancerous lesions 

 Help define the extent of lesions 

 Guide biopsies of areas that appear abnormal 

 Assist treatment with cryotherapy or LEEP 

 Colposcopy should not be used as a screening tool. 

RECOMMENDATION 

Colposcopy is recommended only as a diagnostic tool and should be performed by properly trained and 

skilled providers. 

Biopsy 

Biopsy is the removal of small areas of the cervix for histopathological diagnosis. It should be done only 

with colposcopic assistance. With a punch biopsy forceps (Figure 5.1), one or more small pieces of tissue 

(1–3 mm across) are removed from the abnormal areas of the cervix identifi ed by colposcopy. Bleeding 

is usually minimal. The samples are placed in a preservative, such as formalin, and the container 

labelled. This is then sent to a laboratory for precise histopathological diagnosis of the abnormalities, 

whether they are precancer or cancer, and their severity and extent, so that treatment can be tailored 

to each case. 
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Cervical Cancer Staging  
The purpose of staging: Once a histological diagnosis of cervical cancer has been made, the next step is 

to formulate the most effective therapy for the individual concerned. In order to manage a cervical 

cancer patient properly, it is essential to understand the extent or “stage” of her disease at the time of 

diagnosis. Although staging systems are to some extent artificial, they guide the clinician in both 

tailoring treatment and assessing prognosis. 

Cancer staging systems: A number of staging systems are used for cancer. The classification of the 

International Federation of Gynecology and Obstetrics (FIGO), which is based on tumor size and the 

extent of spread of disease in the pelvis and distant organs, is recommended for staging invasive cervical 

cancer. The extent of growth of the cancer is assessed clinically, supplemented by a limited number of 

relatively unsophisticated investigations. An exception to the above is staging of micro-invasive cervical 

cancers, which are staged according to pathological criteria of the depth and width of the invasive lesion 

in relation to the epithelium of origin (which may be either squamous or glandular epithelium). 

Table Investigations for staging and treatment for cervical cancer according to FIGO 

Mandatory for staging Supplementary for 
staging 

Optional,  
to inform additional treatment, not for staging 

1. Speculum, 
vaginal and 
rectal 
examination 

1. Cystoscopy 
2. Proctoscopy 
3. Cone biopsy 
4. Endo-cervical 

curettage or 
smear 

5. Abdominal 
ultrasound 

1. Blood tests for HIV and syphilis, and 
haemogram 

2. Computerized tomographic (CT) scan 
of abdomen and pelvis 

3. Magnetic resonance imaging (MRI) of 
pelvis 

4. Chest X-ray 
5. Skeletal X-ray or bone scan (if bone 

pain) 
6. Intravenous pyelogram (IVP) 

 

FIGO staging of cancer cervix 

Overview of FIGO stages related to management and prognosis 

Stage 0: Carcinoma in situ, cervical intraepithelial neoplasia Grade III 

This is not considered invasive cancer, since the lesion has not gone beyond the basement membrane. 

Stage I: Carcinoma confined to the cervix. Extension to the uterus is disregarded. 

A) Stage IA: Micro-invasive carcinoma strictly confined to the cervix. Can only be diagnosed by 

microscopy; it is not clinically visible. 

 Stage IA1: Stromal invasion no greater than 3.0 mm in depth and not more than 7.0 mm in 

horizontal spread. 

5-year survival with optimal treatment: ~98%. 
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 Stage IA2: Stromal invasion of more than 3.0 mm but not more than 5.0 mm in depth and with 

horizontal spread of 7.0 mm or less. 

5-year survival with optimal treatment: ~95%. 

 Stage IB: Carcinoma strictly confined to the cervix and clinically visible; or a microscopic lesion 

greater than IA2 (Figure 6.1). 

 Stage IB1: Clinically visible lesion 4.0 cm or less in greatest dimension. 

5-year survival with optimal treatment: ~85%. 

 Stage IB2: Clinically visible lesion more than 4.0 cm in greatest dimension. 

5-year survival with optimal treatment: ~75%. 

Fig: Cervical cancer stage IB 

 

Stage II: Carcinoma confined to the cervix. Extension to the uterus is disregarded. 

Stage IIA: Spread beyond the cervix, including 
upper two-thirds of the vagina, but not to tissues 
around the uterus (parametria) (Figure 6.2).  
5-year survival with optimal treatment: ~75%. 
 

 

Stage IIB: Spread beyond the cervix, with 
parametrial invasion, but not as far as the pelvic 
wall or the lower third of the vagina (Figure 6.3) 
5-year survival with optimal treatment: ~65%. 
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Stage III: Tumour extends to pelvic wall or involves lower third of the vagina, or causes hydronephrosis 

or non-functioning kidney. 

 
Stage IIIA: Invasion of the lower third of the 
vagina, with no extension to the pelvic wall 
(Figure 6.4). 
 5-year survival with optimal treatment: ~30%. 

 

 

 
Stage IIIB: Extension to the pelvic wall, or 
hydronephrosis or nonfunctioning kidney (Figure 
6.5). 
5–year survival with optimal treatment: ~30%. 

 

 
 

 

Stage IV: Tumor has spread 

 
Stage IVA: Spread to involve the mucosa of the 
bladder or rectum (Figure 6.6). 
5-year survival with optimal treatment: ~10%. 

 
 

 

 
Stage IVB: Spread to distant organs, such as 
extrapelvic lymph nodes, kidneys, bones, lungs, 
liver and brain (Figure 6.7). 
5-year survival with optimal treatment: <5%. 
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RECOMMENDATION 

Histological confirmation of cervical cancer and FIGO staging must be completed before embarking on 

further investigations and treatment. 

 

Stages Characteristic 

Stage I Cancer confined to cervix 

Stage IA Microinvasive disease 

Stage IA 1 Stromal invasion less than 3 mm 

Stage IA 2 Stromal invasion 3 – 5 mm, not in excess of 7 mm in horizontal spread 

Stage IB Lesion greater than 7 mm in horizontal spread 

Stage II Involvement beyond cervix, including vagina except for the lowest third, or 
infiltration of parametrium but not extending to pelvic sidewall 

Stage IIA Involvement of upper two-thirds of vagina, without lateral extension into 
parametrium 

Stage IIB Lateral extension into parametrial tissue but not extending to pelvic  sidewall 

Stage III Involvement of lowest third of the vagina or pelvic sidewall or causes 
hydronephrosis 

Stage IIIA Involvement of lowest third of vagina 

Stage IIIB Involvement of pelvic sidewall or hydronephrosis 

Stage IV Cancer extends beyond reproductive tract 

Stage IVA Involvement of bladder or rectal mucosa 

Stage IVB Distant metastasis or disease outside true pelvis 
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MANAGEMENT OF PRECANCERS AND CANCERS 

Principles of treatment 

Treatment must be tailored to the best interests of the patient. While the guidelines on optimal clinical 

management protocols given in Annex 6 should generally be adhered to, overall assessment of the 

patient, and differences in availability and quality of surgery, radiotherapy and medical oncology 

services, may affect the treatment offered. Invasive cancer should be treated at tertiary referral centres, 

where the necessary expertise and equipment are available. Additional tests, including those to 

determine the patient’s suitability to undergo anesthesia or major surgery, may be required and may 

affect treatment selection. In HIV-positive women, the CD4 count may also influence the choice of 

treatment. Testing for syphilis, and blood tests for hemoglobin and liver and kidney function, must also 

be done before management can be planned. 

Survival rates 

The survival rate is expressed as the proportion of women surviving 5 years after receiving treatment. It 

is determined by both disease stage and treatment given. In countries where therapy is either 

unavailable or inadequate, survival rates are significantly lower than the optimum. 

Primary therapy 

Primary therapy may be surgery or radiotherapy, or occasionally a combination of both.  

Treatment by stage 

Of all cervical cancer patients presenting at multidisciplinary gynecological assessment clinics in tertiary 

hospitals in developing countries, only about 5% have micro invasive or early invasive cancer (tumors up 

to stage IB1/IIA <4 cm in diameter). 

These cases are preferably treated with surgery because: (Advantages of Surgery over Radiotherapy) 

 The surgical procedure and recovery in hospital takes less than 2 weeks. 

 The extension of the tumor and completeness of removal can be assessed immediately. 

 Ovarian function is retained, which is particularly important for premenopausal patients. 

 The patient keeps a functional, elastic, and lubricated vagina. 

 Most complications are seen within a few days of the procedure. 

Radiotherapy Disadvantages: 

Surgery should also be favoured for patients with pelvic infl ammatory disease, especially when there is 

an abscess in or near the uterus (pyometra). Radiotherapy, while having the same high 5–year survival 

rates as surgery, takes about 6 weeks to administer, and the total extent of the tumour cannot be 

evaluated. Sequelae, such as loss of vaginal elasticity (fi brosis), shortening and narrowing (stenosis) and 

dryness of the vagina, may occur months to years after radiation and may make intercourse painful. 

About 80% of all cases are in stage IB2 to stage IIIB, with cervical tumours and parametrial involvement 

extending towards or up to the pelvic side walls, with or without obstruction of the ureters. These bulky 

tumours, which may measure 10 cm across, have a cure rate ranging from 30% to 75% when treated 



21 
 

with radical radiotherapy. Large stage IIA tumours ( 4 cm or more in diameter) are treated as stage IB2 

tumours. 

Stage IV tumors are less commonly seen. Stage IVA, with rectal or, less commonly, bladder invasion, 

accounts for about 10% of cases. Only about 10% of these can be cured, and fistulae between the 

involved organs and the vagina are frequent. Stage IVB(5% of cases), with distant haematogenous 

metastases, is incurable by any currently known means. However, effective palliative care can be given 

in these cases.  

If the cancer recurs, it is usually in the two years following treatment. The treatment of recurrent cancer 

is determined by the extent of disease at recurrence, the disease-free interval, the general condition of 

the patient, and the primary treatment given. 
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Standard management of cervical pre-cancer  
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Cervical cancer treatment by stage 

Treatment of micro invasive carcinoma: stage IA1 and IA2 
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TREATMENT OF EARLY INVASIVE CANCER: STAGE IB1 AND IIA < 4 CM 

When the tumor is more extensive but predominantly situated in the cervix, possibly with some vaginal 

involvement, surgical removal is preferred, except in the unfit patient. 
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Treatment of early bulky disease: Stage IB2 and IIA > 4cm 
 

 

 

Treatment of extensive disease: Stages IIB–IIIB 
 

These patients are managed by radical (curative intent) radiotherapy, comprising tele-therapy and 

brachytherapy. The role of chemotherapy has not yet been proven in developing country settings. 
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TREATMENT OF STAGE IV  

Treatment of Stage IVA 

The radiotherapy to be administered depends on the condition of the patient 

 

 

Treatment of Stage IVB and recurrent disease 

Stage IVB (5% of cases) indicates the presence of distant haematogenous metastases and is incurable by 

any currently known means. 
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Pelvic exenteration is infrequently used as it has major sequelae of urinary and colonic diversions, both 

of which are difficult to care for in developing countries, and are unacceptable to many patients when it 

is not possible to offer a cure. 

Single-dose therapy for gonorrhea plus multidose therapy for chlamydia plus multi-dose therapy for 
anaerobic infections. 

Coverage Choose one from each box (= 3 drugs) 

Gonorrhea ceftriaxone 250 mg by intramuscular injection, or 
cefixime 400 mg orally as a single dose, or 
ciprofloxacina 500 mg orally as a single dose, or 
spectinomycin 2 g by intramuscular injection 

Chlamydia doxycyclineb 100 mg orally twice a day for 14 days, or 
tetracyclineb 500 mg orally 4 times a day for 14 days 

Anaerobes  metronidazoleb 400–500 mg orally twice a day for 14 days 

 

A. The use of quinolones should take into consideration the patterns of Neisseria gonorrhoeae 

resistance, such as in the WHO South-East Asia and Western Pacific Regions. 

B. These drugs are contraindicated for pregnant or breastfeeding women. PID is uncommon in 

pregnancy. 

C. Patients taking metronidazole should be cautioned to avoid alcohol. Metronidazole should also 

be avoided during the first trimester of pregnancy. 

D. In case of a PID, the partner should be treated for gonorrhoea and chlamydia, and the couple 

should receive counseling on condom use. 

Note: Hospitalization of patients with acute pelvic inflammatory disease should be seriously considered 

when: 

a. a surgical emergency, such as appendicitis or ectopic pregnancy, cannot be excluded; 

b. a pelvic abscess is suspected; 

c. severe illness precludes management on an outpatient basis; 

d. the patient is pregnant; 

e. the patient is an adolescent; 

f. the patient is unable to follow or tolerate an outpatient regimen;  

g. the patient has failed to respond to outpatient therapy. 

 

 

 

 

 



Nulliparous: The os is smooth and round. The 

passage of a fetus through the cervix during 

birth (or late abortion) results in a less sym-

metrical, “worn” cervix. The squamo-

columnar junction (SCJ) is  very small but can 

be seen just surrounding the os. 

Cervical Mucus: Cervical mucus is often pre-

sent in and around the cervical os. The quan-

tity and consistency of this mucus changes 

with the phase of the menstrual cycle. Mu-

cus may appear dense, thick and white; it 

may adhere to the cervix and mimic disease 

Parous: The cervical os is uneven, with a 

“worn” appearance. Such a cervix is often 

described as having a “fish mouth” appear-

ance. The contours anc surfaces may require 

that the cervix be manipulated using a swab 

in order to get a thorough view of the SCJ.  

IUD Strings: IUD strings are clearly visible in 

women using an IUD.  Different types of 

IUDs have different types of strings. The two 

white strings seen here are of a Copper T 

380A IUD. The SCJ can be seen surrounding 

the os. 

Negative 



Squamous Metaplasia: Squamous metaplasia 

is a normal physiological process which can 

often result in tissue appearing “aceto-white.” 

The tissue is usually “ghostly” white as if a 

semi-transparent veil were laid on top of the 

cervix with tissue visible beneath the veil.  

Ectropion / Ectopy: Defined as the presence of 

glandular tissue on the outer surface of the 

cervix, ectopy is not a pathological condition, 

but variant of cervical appearance. There are 

no acetowhite areas, nor is this cervix likely to 

bleed when touched (friable).  

Inflammation: An inflamed cervix will appear 

red, swollen and look as if it has a “beefy” 

consistency. The areas of ectropion noted also 

look reddened and swollen. Sometimes in-

flamed areas may bleed when touched. 

Multiple Nebothian Cysts: Nebothian cysts are 

formed when glandular tissue is folded over 

head and covered by squamous epithelium. 

These cysts may have a distinctly white ap-

pearance, and usually occur elsewhere from 

the SCJ.  

Negative 



Warts (Bright, White, Lumpy, Irregular): Cer-

vical condyloma (warts) are caused by the 

human papillomavirus (HPV). This virus caus-

es dysplasia and cancer. ON the cervix, warts 

can cause clearly visible lesions.  

Small, Flat, Dull 

aceto-white lesion 

Large,  thick, dull 

acetowhite lesion 

Large, thick, dull 

acetowhite lesion regular 

margins 

Diffuse, dense, raised dull 

acetowhite lesion, irregular 

margins 

Positive 

When dysplasia (pre-cancer) is present, the abnormal tissue will 

appear acetowhite. The areas that turn white will appear thicker 

and more dense than the normal pink tissue. The acetowhite areas 

may appear grey-white and look a bit raised off the cervix.  



Extensive  

fungating growth 

Hemorrhagic 

tumor mass in 

vagina 

Cancer 

Invasive cancer can have a variety of appearances. The 

cervix may appear densely white, or a thick, “cauliflower” 

mass may extrude form the cervix. A bimanual exam will 

show an enlarged, hard cervix which may or may not be 

mobile.  
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Breast Cancer: Screening, diagnosing and management 

 

Anatomy of Breast 

Each breast has 15 to 20 sections, called as lobes. The lobes are arranged like the 

petals. Each lobe has many smaller lobules, which end in dozens of tiny bulbs that can 

produce milk. The lobes, lobules, and bulbs are all linked by thin tubes called  ducts. 

These ducts lead to the nipple in the centre of a dark area of skin called the areola.  

 

 

 

 

 

 

 

Fat fills the spaces between lobules and ducts. There are no muscles in the breast, but 

muscles lie under each breast and cover the ribs. 

Each breast also contains blood vessels and vessels that carry lymph. The lymph vessels 

lead to small bean-shaped organs called lymph nodes, clusters of which are found 

under the arm, above the collar bone, and in the chest, as well as in many other parts 

of the body. 
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blds varxZr lko/kkuh ls efgyk dk ijs'kkuh ds iwoZ dh tkudkjh (History) iwNuk] 

nksuksa Lruksa dks vk¡[kksa ls fujh{k.k] gkFkksa ls nksuksa Lruksa] dk¡[k] xys dh tk¡p djuk rFkk 

efgykvksa dks Lo;a vius Lru dh tk¡p djuk (CBC) fl[kkuk vkrs gSaA ;g tk¡p eq[; 

:i ls Lru esa gksus okyh fdlh xk¡B ds fy, dh tkrh gSA 

 

1- jtksn'kZu] oSokfgd fLFkfr] Lruiku] izFke izlo esa vk;q&Lruiku] jtksfuo`fRr] 

xHkZfujks/kd xksfy;ksa ds iz;ksx dh vof/k] gkWeksZu ysuk] oU/;Ro dk mipkj] rEckdw] 

vU; Lru dh chekfj;ksa dk bfrgkl] iwoZ esa jsfM;ks Fksjsih (Chest/thorax)  

2- ifjokfjd bfrgkl& ekrk] cgusa esa Lru] vaMk'k; ds dSalj\ 

3- igys dHkh Lru tk¡p gqbZ D;k] dSls] D;ksa] ifj.kke\ 

4- vkidks dSls irk pyk\ 

 fuiy dh Ropk ds fn[kus esa cnyko 

 xk¡B gS D;k\ 

 ihM+k& LFkkfud ;k QSyh gqbZ] yxkrkj ;k dHkh&dHkh ¼ekfld pdz esa½ 

 [kqtyh 

 diM+ksa ;k fcLrj esa Lru ls fudyus okys lzko dk nkx iMuk 

¼lQsn&ihyk@jDr½ 

 

 dSls tk¡p djuk gS dSalj ls cpus ds fy, crk,aA 

 ;fn lger gS rks tk¡p djsa ;k og igys Lo;a tk¡p djs] ;fn iwjh tk¡p u dj 

lds vkSj enn pkgs rks djsaA  
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Clinical breast examination (CBE) 

 

Lru vkSj mlds vkl&ikl ds Årdksa dks ns[k dj o gkFkksa ls tk¡p djds ;g irk 

yxkuk gS fd dksbZ ,slh vlkekU;rk gS D;k ftldh vkSj vkxs tk¡p ;k bykt dh 

vko';Drk gksxhA 

 

 mez 

 izloksa dh la[;k 

 Lru dh xkaB dk ?kukiu 

 jtksfuo`fRr 

 vaMk'k; ds pdz (Ovarian cycle) 

 LokLF; dk bfrgkl ¼vU; dksbZ chekjh dHkh½ 

1- ns[k dj tk¡p& nksuksa Lruksa dh cSB dj] ysV dj] ck¡gas Åij djds] uhps djds 

¼igys izfdz;k crk,a efgyk dks½ 

 

nksuksa gkFkksa dks etcwrh ls dwYgksa ij tekus ls Pectoralis major muscle esa f[kapko gksus ls 

nksuksa Lruksa esa vlekurk irk djus esa enn feyrh gSA lHkh rjQ ls ns[ksaA blds 

vykok efgyk dk gkFk Åij djds ;k cxy esa j[k dj Hkh ns[k ldrsa gSa  

 

& (Visual inspection) 

 lwtu 

 xkaB (Lump) 

 vkdkj vkSj vkd`fr esa cnyko (Size and Shape) 

 Ropk esa xM~<s 
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 Ropk dk vanj f[kpuk 

 Ropk dk eksVk gks tkuk 

 Ropk esa xkaBas (nodule) 

 Ropk esa ?kko (ulcer) 

 nksuksa fuiy dk Lrj 

 fuiy dk vanj f[kpuk 

 ,d ;k nksuksa fuiy  ls lzko 

 areola ;k nipple ij eczema,  axillae area, neck ;k supraclavicular dh lwtu 

 

(Palpation) 

igys cSB dj gkFk cxy esa fQj Åij] fQj ;gh izfdz;k ysV dj vanj ds pkSFkkbZ;ksa ls 

ckgj ds pkSFkbZ;ksa dh rjQ tk¡p djsa] fuiy vkSj Subareola Hkkx dh vaxqfy;ksa ds iksjksa 

ls tk¡p djsa fd dksbZ vyx izdkj dh dM+h xk¡B rks ugha gSA 

 

 iwjk Lru gFksyh ls tk¡p djsa xk¡B ds fy,A 

 bl xk¡B ds pyk;eku gksus (mobility) dh tk¡p efgyk ds gkFkksa dks dwYgksa ij 

rkdr ls tekus okyh fLFkfr esa djsaA 

 dk¡[k] xys] galqyh ds Åij fdlh xkaBnkj dMh lwtu ds fy, tk¡p djsaA 

 vxy&cxy dks Lymph nodes ds fy, tk¡p djsaA 

 

1- fLFkfr (Position) &  

 lymph nodes ds fy, cSB dj 

 Lru tk¡p ysV dj mlh rjQ dk gkFk flj ds Åij ys tk dj ftlls 

Lru ds Årdksa dk ?kuRo de gks tk,] ;fn ¼ysVus ij½fQj Hkh ,slk u ik, 
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rks ysVh gqbZ efgyk ds da/ks vkSj ihB ds chp NksVk rfd;k j[ksa] blls tk¡p 

dk iwjk {ks= fn[ksxk½ 

2- Perimeter ¼vkl&ikl dk {ks=½ 

Lru dk iwjk Ård {ks= ,d iap dks.k vkd`fr ds vanj vk tkrk gS&  

 midaxillary line  ls uhps 

 infra mammary ridge ds vkj&ikj 5&6 rib rd 

 clavical ds ikj rd 

 midaxilla ds ihNs rd 

 

3- Pattern of search ¼<¡+w<us dk rjhdk½ & m/okZ/kj 

iV~Vh dh rjg iwjs Lru ds Årdksa dks <+w<saA 'kq:vkr 

axilla ls djsaA vxj Mastectomy gqbZ gS rks Chest wall, 

skin vkSj incision dks t:j 'kkfey djsaA   

 

 

 

4- Palpation ¼gkFk ls tk¡p½ & chp dh rhuksa vaxqfy;ksa ds tksM+ dj ,d le; 

esa ,d Lru dh tk¡p djsaA xksykdkj ?kqek dj 

Hkh tk¡p dj ldrs gSA  

 fuiy ds uhps ds Ård dh tk¡p Nwdj 

djsa nck dj ughaA nckus ls vDlj lzko 

o vlqfo/kk gksrh gSA 

 dsoy Lor% gksus okys lzko ds dkj.k gh vkxs vkSj tk¡p dh vko';Drk 

gksrh gSA Åij ckgjh quadrant vkSj areola vkSj fuiy ds uhps bu nks 

txgksa dh iwjh tk¡p djsa& ;g nks Hkkx Lru dSalj ds lcls T;knk gksus 

ds LFkku gSaA 
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5- Pressure ¼ncko½& gYdk] e/;e o xgjk ncko 

mi;ksx djsa& dze'k% subcutaneous Ård mid-level vkSj 

Chest wall ij uhps dh rjQ xksykbZ cukrs gq, ncko mi;ksx 

djsaA  

 

 dksbZ vyx izdkj dk hard lump feys rksA 

 ,sls fpUg tks dSalj dh vf/kd (high) laHkkouk crkrs gksa 

 gky gh esa fuiy vanj /k¡lk gks 

 Ropk esa xM~<k ;k vanj /kaluk 

 Lru ds vkdkj ;k vkd`fr esa cnyko (size and shape) 

 Ropk esa xk¡B 

 ?kko 

 fuiy ij eczema 

 fuiy ls [kwu feyk lzko 

 dk¡[k esa dksbZ lwtu 

 

;fn tk¡p esa dksbZ vlkekU;rk ugha feys rks efgyk dks crk,aA mUgsa crk,a fd D;k 

vlkekU;rk feys rks mUgsa izf'kf{kr O;fDr dks crkuk gSA Lo;a tk¡p djuk crk,a vkSj gj 

ekg Lo;a tk¡p djus ds fy, dgsaA 

 

 tk¡p dhft, - D;k nksuksa Lru leku vkdkj] vkd`fr okys gSaA 

 D;k nksuksa fuiy ,d Lrj ij gSaA 

 D;k fuiy] ,fjvksyk o Ropk lkekU; fn[krs gSaA 
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 vxj uhps dksbZ lump ;k vU; y{k.k ugha gSA 

 

 

 

1- lkekU; (normal/negative) 

2- lafnX/k (suspicious/negative) 

3- vlkekU; (abnormal) – iDdh vleku (asymmetrical) [kjkch feys rks vkxs tkap & 

FNAC/Biopsy/nipple secretion cytology/Mammography) 

1- xHkkZoLFkk ds vkf[kjh 3 ekg esa dHkh [kwu feyk gqvk Lrulzko ;k igys 3 ekg ds 

Lruiku ds nkSjku [kwu feyk gqvk lzko ;k Lru esa lump ;k xkaB ekgokjh pØ 

dh luteal phase esa gks rks lkekU; ckr gSA 

2- Ropk ij erythema ;k  lymphedema fudV bfrgkl esa radiotherapy izkIr dh gqbZ 

efgyk dks gksuk lkekU; gS& blds fy, vkxs fdlh tk¡p dh vko';drk ugha 

gSA 
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Lump  

 vdsyk nnZ jfgr] dM+k] Right LOQ ij 

pyk;eku ughaA 

 vdsyk] nnZ jfgr] dM+k lumps Left LOQ 

ij] ,fjvksyk ij Qwyuk vkSj fuiy ij 

iiM+h ns[ksa] fuiy dk eqM+ tkuk ns[ksaA 

 

Left UOQ ij ihM+k jfgr dM+k lump 

vpyA nksuksa ckagsa mBkus ij T;knk mHkjk 

gqvk fn[krk gSA 

 

 

 

 

Right UOQ ij lobulated dMk lump 

 

 

 

 

 

 

 

 

Left breast ds Åijh vk/ks Hkkx esa large 

lobulated] dM+k lump, skin esa fixation ds 

lkFkA  
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Shape  valume 

 

Left breast dk valume c<+ tkuk] fuiy nk;sa fuiy ls Å¡pkbZ 

ij gSA Åij dh yky vkSj lwtu okyh Ropk lwtu okys 

dSalj ds dkj.k gSA  

 

 

cM+k vkSj dM+k lump tks Right breast ds lateral vk/ks Hkkx 

dks ?ksj pqdk gS] vkdkj vkSj vkd`fr esa cnyko ds lkFk 

volume c<+ pqdk gSA 

 

 

Left breast esa lump tks Åij dh Ropk esa fix gS vkSj fuiy 

vanj /k¡l jgk gS] vkdkj vkSj vkd`fr esa cnyko vk x;k gSA   

 

 

Left breast ds lateral  Hkkx esa Åij Ropk ls fix lump bl 

izdkj dk lateral lump mammography esa ns[kuk NwV ldrk gSA  

 

 

Left breast esa dM+k mass blds Åij dh Ropk ds tqM+us vkSj 

vanj f[kapus ls vkdkj vkSj vkd`fr esa cnyko vk x;k gS& 

fuiy vanj /k¡l x;k gSA 
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 Left breast ds LOQ esa  dSalj okys lump ds dkj.k 

Ropk dk vanj f[kapukA  

 

 

 

 

fupys vk/ks Hkkx esa lump ds Åij dh Ropk fix gks 

xbZ gS] fuiy vkSj ,fjvksyk Hkh lump ls fpid x, 

gSaA  

 

 Right breast ds LOQ dSalj dk ?kko okyk lump ftlesa 

Q¡Qwan dk infection  gqvk gSA  

 

 Right breast ds vkdkj o vkd`fr dk cnyko ns[ksa 

ykyh vkSj lwtu gS] eczema gS vkSj larjs ds fNyds 

dh rjg dh Ropk gks jgh gSA  

 

 

 

lwtu ds LFkku ij dM+k lump, Ropk dks 'kkfey 

djrk gqvkA ;g lump [kM+h gqbZ voLFkk esa ns[kuk NwV 

ldrk FkkA  
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fuiy ls [kwu feyk gqvk lzko 

 

 Right breast ds fuiy dk Vs<+k gks tkuk] ,fjvksyk ds 

uhps ds dM+s lump ds lkFk] fuiy lump dh rjQ f[kap 

x;kA 

 

 vkaf'kd :i ls /k¡lk gqvk fuiy Left breast esa UIQ esa 

dSalj okys lump ds gksus lsA Left fuiy] Right fuiy 

ls FkksM+k Å¡pk fLFkr gSA 

 fuiy ds uhps ds dM+s lump ds dkj.k fuiy dk iwjh 

rjg /k¡l tkukA  

 fuiy ij iiM+h vkSj [kqtyh vkuk] gkFkksa ls tk¡p vkSj 

mammogram esa dM+k lump feyk  

 

 eczema tSls nnkSjs] iiM+h vkSj [kqtyh vkSj [kwu okyk 

lzko fuiy ls & paget's disease esa 
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fuiy o ,fjvksyk dk iwjh rjg [kjkc gksuk vkSj >qfjZ;k¡ 

iM+uk  

 

eczema vkSj fuiy dk iwjh rjg [kjkc gks tkuk] cM+s 

dSalj okys lump ds dkj.k vkdkj vkSj vkd`fr fcxM+ 

tkukA  

 

 

 cM+k vkSj dM+k mass ftlus iwjs Lru dks ?ksj fy;k 

gS] Ropk yky vkSj lwth gqbZ gS] larjs dh fNyds 

tSlh fn[krh gS vkSj fuiy vkSj ,fjvksyk 

ij >qfjZ;k¡ vk xbZ gSA  

 

 

yky vkSj lwtk gqvk Left breast 

 

 

 

 

 

,fjvksyk dk eksVk gks tkuk vkSj Ropk dk larjs ds 

fNyds dh rjg fn[kuk Left breast esaA  
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Other tests in breast cancer 

 

These include the following: 

• Complete blood count with differential (CBCD), and renal and hepatic profile. 

• Bilateral mammography and/or ultrasound. 

 

 

 

 

 

 

 

• Chest X-ray ± computed tomography imaging (CT) of chest if needed. 

 

 

 

 

 

 

 

 

• Abdominal ultrasound ± CT of abdomen.Diagnosis of breast cancer  13 

• Bone scan if indicated. 

• Electrocardiogram (ECG) and echocardiogram  
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Tumor, nodes, metastasis (TNM) staging system 

Code Primary tumour (T) Code Regional lymph nodes (N) Code Pathological classification (pN) 

Tx Primary tumour cannot be 
assessed 

Nx Regional lymph node cannot be 
assessed. 

pNx Regional lymph nodes cannot be assessed. 

T0 No evidence of primary 
tumour 

N0 No regional lymph node 
metastasis. 

pN0 No regional lymph node metastasis . 

Tis Carcinoma in situ: ductal 
(DCIS) or lobular (LCIS) 
carcinoma, or Paget’s 
Disease of the nipple with 
no tumour. 

N1 Metastasis to movable ipsilateral 
axillary lymph node. 

pN1 a. Metastasis to 1 to 3 axillary lymph nodes 
b. Metastasis to internal mammary lymph nodes with 
microscopic disease detected by sentinel lymph node dissection 
but not clinically apparent 
c. Metastasis to both a and b. 

T1 Tumour 2 cm or less in 
greatest dimension. 

N2 a. Metastasis to ipsilateral axillary 
lymph node fixed to one another 
or matted to other structures 
b. Clinically-apparent ipsilateral 
internal mammary lymph node in 
the absence of clinically-evident 
axillary lymph node metastasis. 

pN2 a. Metastasis to 4 to 9 axillary lymph nodes 
b. Metastasis to clinically-apparent internal mammary lymph 
node in the absence of axillary lymph node metastasis. 

T2 Tumour more than 2 cm, 
but not more than 5 cm in 
greatest dimension. 

N3 a. Metastasis to ipsilateral 
infraclavicular lymph node 
b. Clinically-apparent ipsilateral 
internal mammary lymph node in 
the presence of clinically-evident 
axillary lymph node metastasis 
c. Metastasis to ipsilateral 
supraclavicular lymph node with 
or without axillary or internal 
mammary lymph node 
involvement. 

pN3 a. Metastasis to 10 or more axillary lymph nodes (at least 1 
tumour deposit more than 2 mm) or to infraclavicular lymph 
node 
b. Metastasis to clinically-apparent ipsilateral internal mammary 
lymph node in the presence of 1 or more positive axillary lymph 
nodes or to more than 3 axillary lymph nodes and to internal 
mammary lymph node with microscopic disease detected by 
sentinel lymph node dissection but not clinically-apparent. 
c. Metastasis to ipsilateral supraclavicular lymph node. 
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T3 Tumour more than 5 cm in greatest 

dimension. 

    

T4 Tumour of any size with direct 

extension to the chest wall or skin 

a. Extension to chest wall not 

including pectoral muscle 

b. Oedema, including peau d’orange, 

ulceration of the skin or satellite skin 

nodules confined to the same breast 

c. Both a and b 

d. Inflammatory carcinoma. 

    

 

Stage grouping 

Sr. No. Stage T N M 

1.  Stage 0 Tis N0 M0 

2.  Stage I T1 N0 M0 

3.  Stage IIa T0 

T1 

T2 

N1 

N1 

N0 

M0 

M0 

M0 

4.  Stage IIb T2 

T3 

N1 

N0 

M0 

M0 

5.  Stage 

IIIa 

T0 

T1 

T2 

T3 

T3 

N2 

N2 

N2 

N1 

N2 

M0 

M0 

M0  

M0 

M0 

6.  Stage 

IIIb 

T4 

T4 

T4 

N0 

N1 

N2 

M0  

M0 

M0  

7.  Stage 

IIIc 

Any T N3  

8.  Stage IV Any T Any N M1 
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Pathological diagnosis 

 

A pathological diagnosis should be obtained by core needle or fine needle biopsy prior to 

any surgical procedure.  

 

 

 

 

 

 

 

 

However, local excision biopsy or frozen section may be done if this is not possible. In the 

case of T1 or T2 lesions, a frozen section examination may provide better determination of 

surgical margin. 

 

Final pathological diagnosis should be made according to the current pathological 

classification, analysing all tissue removed including axillary nodal status (number of nodes, 

capsular infiltration and level of nodes affected).  

Determination of estrogen receptor (ER) and progesterone receptor (PR) status is 

mandatory, and determination of HER2 receptor status should be considered. 
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Probably malignant Probably non-

malignant  

 Discrete hard lump in 

the breast with or 

without swelling in 

the armpit  

 Recent nipple 

retraction or 

distortion 

 Skin dimpling or 

retraction 

 Ulceration 

 Blood stained nipple 

discharge 

 Other lumps in 

the breast 

 Non bloody 

nipple discharge 

Target women screened using Clinical Breast Examination 

Early Detection and Treatment of Breast Cancer 

Normal High risk Group Abnormality 

Probably malignant Probably non malignant  

Mammography/USG breast 

Normal Abnormal  

Follow up after 2 years FNAC/Biopsy/Nipple discharge cytology/USG guided biopsy 

Histo pathological Examination (HEP) 

Benign  Suspicious  Malignant  Normal/Inflamation 

Follow up after 2 years Repeat Trucut/Open biopsy 

Histo Pathological Examination (HPE) 

Benign Malignant 

Reassurance, Treatment and Follow up according 

to the disease  

Metastatic Workup and Treatment at 

Oncology Centre 

Mammography/USG Breast 

Young women & dense 

breast-USG breast;  

Others- Mammography; 

Probably malignant-both 

Target Women 

 

30-40 years- Optional 

screening 

40 years – Regular 

mandatory screening 

 

Medical officers, staff 

nurses, ANMs, and 

Radiographers probably to 

be females 

 

High Risk Group 

1. Family history of 

breast/ovarian/col

on cancer 

2. Personal history 

of breast cancer 

3. History of 

chronic benign 

breast disease  
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Cancer and precancers of the Oral cavity – Screening and 
management 
Oral cancer is one of the ten most common cancers in the world. In India, of the 7 lac cancers 
occurring every year, 3 lac are related to tobacco abuse and oral cancers are the commonest 
among them. These include cancer of the lip, tongue, gum alveolus, buccal mucosa and floor 
of mouth 

Oral cancer is both preventable and curable. There is usually a long natural history and most 
cases of oral cancer arise from pre-cancerous lesions. Therefore there is ample opportunity 
for intervention before actual malignancy develops. Also oral cancer responds well to surgery 
and radiation if detected early. Hence oral self-examination and screening by health 
professionals is very important. 

Risk factors 

Tobacco chewing is the single most important risk factor for oral 
cancer. Tobacco when kept in mouth leaches out carcinogens, which 
act on oral mucosa causing neoplastic changes. Habit of smoking is 
also equally dangerous. Other risk factors include alcohol use, betel 
nut chewing, and chronic trauma to oral mucosa by sharp tooth or 
ill-fitting dentures. Chronic exposure to these risk factors causes 
changes in the oral mucosa and these changes are visible as pre-
cancerous lesions. Over time, malignancy may develop in these 
lesions. 

Pre-cancerous lesions 

Pre-cancerous lesions or conditions are local or generalized disturbances that predispose to 
malignancy in a particular site. Leucoplakia, erythroplakia, palatal changes associated with 
reverse smoking or ‘beedi’ smoking and submucous fibrosis are local pre-cancerous lesions. 
Plummer Vinson syndrome, syphilis, and erosive lichen planus are generalised pre-cancerous 
conditions. 

All these conditions are amenable to early diagnosis, and treatment is possible in many cases. 
The warning signs of oral cancer include 2 main signs –  

1. Leucoplakia 
2. Erythroplakia 

Apart from these two, Submucous fibrosis is an additional warning sign seen frequently in the 
Indian subcontinent. 

Leucoplakia: This is defined as a white patch that cannot be characterized as any other 

disease clinically or pathologically. They can be of 4 types: 

a) Homogeneous leucoplakia: Low risk of cancer (Figure a) 

b) Ulcerated or erosive leucoplakia: High risk of cancer (Figure b) 

c) Speckled or nodular leucoplakia: High risk of cancer (Figure c) 

d) Verrucous leucoplakia: Very high risk of cancer (Figure d) 
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(a) (b) 

  

(c) (d) 
Two or more types of leucoplakia may be present in the oral cavity at the same time. 
Confirmatory diagnosis is by biopsy. 
 
Treatment of leucoplakia: Treatment is planned on the basis of individual cases. In all cases, 
patients must be advised to quit the tobacco habit. Routine follow-up observation allows 
early detection of any cancerous change in the lesions. 

 
Erythroplakia: This is a bright, velvety area sometimes 

surrounded by faint plaques which cannot be characterized as 
any other lesion clinically or pathologically (Figure 9). About 90% 
of these lesions show cellular dysplasia or malignancy. The risk 
of malignancy in erythroplakia is higher than in leucoplakia. 
Hence all cases of erythroplakia need to be biopsied. Treatment 
of erythroplakia is similar to treatment of leucoplakia. (figure e) 

 

Palatal changes due to beedies and reverse smoking: 
There is palatal keratosis, excrescences around the openings of minor salivary glands, white 
patches, red areas, ulceration and melanin pigmentation. All such lesions should be subjected 
to biopsy and treatment is to be instituted accordingly. Cessation of the tobacco habit is an 
essential part of treatment. 

 

Traumatic Ulcers / Keratosis: Sharp cusps, remaining root stumps, mal-aligned teeth 

and unscientifically fabricated dentures can cause traumatic ulcers or keratosis on the lateral 
margins of the tongue or buccal mucosa. Any such ulcer in the mouth that does not heal 
within one month of antibiotic/ antiseptic treatment should be viewed with suspicion. The 
irritant like sharp tooth, ill-fitting dentures etc. should be removed immediately and the 

 
(e) 
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lesion reassessed after two weeks. Any lesion that persists should be biopsied and managed 
accordingly. 
 

Oral Submucous Fibrosis (SMF): This is characterized by blanching of the oral mucosa, 

difficulty in tolerating spicy foods and slowly progressive inability to open the mouth and 
protrude the tongue. In some cases there may be involvement of 
soft palate resulting in nasal voice. SMF may be localized or 
generalized. Diagnosis is by visualisation or palpation of fibrous 
bands, loss of elasticity of buccal mucosa and atrophy of tongue. 
In generalized SMF, the entire oral mucosa is atrophic. (fig. f) 
 
Once detected, the patient should be advised to stop the tobacco 
habit, and should be regularly followed up. 
 

Oral Cancer: 
The most common cancer seen in the oral cavity is squamous cell carcinoma.  It presents as a 
painless ulcer, mass or fissure (Figure g, h, i, j). As the disease advances, patient may have 
excessive salivation, trismus, and difficulty in chewing, swallowing or speaking, depending on 
the involvement. There may also be cervical lymphadenopathy. Distant metastases are 
uncommon in oral cancers. 

  
(g) (h) 

  
(i) (j) 

Other possible warning signs:  
1. Lump or thickening of oral soft tissue 

2. Soreness or “lump” in throat 

3. Difficulty chewing or swallowing 

4. Ear pain 

5. Difficulty moving jaw or tongue 

6. Hoarseness 

7. Numbness of tongue or mouth 

8. Swelling of the jaw 

Early detection:  

Early detection of oral cancers is very important. It saves lives. The 5 year survival for 

localized disease is 76% while the same for a metastatic disease is just 19%.  

The early detection can be done either with self-examination or by health professional. 

 
(f) 
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Self-examination of the oral cavity: This is important for detecting oral lesions at 

an early stage. 
 

 
Figure k: self examination of oral cavity 
 
When to do self-examination: All habitual tobacco users should do it once a month 
How to do it: 
●   Rinse the mouth with water and stand before a mirror in adequate light 
●   Look in the mirror for any abnormal white or red patch, ulcer or roughened area, granular 
area or swelling in the mouth (Figure k). 
●   If any such area is seen, the suspicious area should be felt with the fingers. 
Normal oral mucosal is soft and pink. 
●   Consult a doctor if any abnormal area is found. 

 

Examination by a health professional:  

What do you need:  
1. A good focused  light 
2. Spatula (wooden) 
3. Gloves 

4. Gauze piece 
5. 5 mins time for each patient

 
Each part should be inspected carefully, including oral cavity includes lip, anterior 2/3 of 
tongue, floor of mouth, buccal mucosa, gingival mucosa, hard palate and retromolar trigone. 
Use gauze piece to hold the tongue to look at both lateral aspects. Look a second time at the 
site where any tobacco / its product is kept/used. 
 

Parts to be 
examined 

Method of examination Parts to be 
examined 

Method of examination 

Extra oral 
examination 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Lips 
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Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Labial Mucosa 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Left Margin of 
the Tongue 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Labial Mucosa 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Right Margin of 
the Tongue 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Buccal Mucosa 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Ventral Surface 
of the Tongue 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Buccal Mucosa 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Floor of  
the Mouth 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Gingiva 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Hard Palate 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Dorsum of  
the Tongue 

 

Perioral and 
Intraoral Soft  
Tissue 
Examination: 
Oropharynx 
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Diagnosis and staging of oral cancer: 

1. A thorough clinical Examination 
2. Biopsy: Punch or incisional 

First two can often be done in a camp approach or at a clinic. Biopsy can be taken with 
a sharp instrument after using 10% lignocaine spray. 
 

3. X-Rays of mandible and paranasal sinuses 
4. CT scan and MRI 

Tools 3 and 4 are used more for staging and treatment planning. These are to be 
performed at the treatment facility such as medical college hospital.  

 

Primary tumour 
Regional lymph 

nodes 
Distant 

Metastases 
Stage 

T X: Primary tumour cannot be 
assessed 
 
T : No evidence of primary 
tumour 
 
Tis: Carcinoma in situ 
 
T1: Tumour <2cm in its greatest 
dimension 
 
T2: Tumour 2-4cm. 
in greatest dimension 
 
T3: Tumour >4cm. 
in greatest dimension 
 
T4(lip): Tumour invades through 
cortical bone, inferior aveolar 
nerve, floor of mouth or skin of 
face. 
 
T4a: (oral cavity) Tumour invades 
adjacent structures e.g. through 
cortical bone, deep muscle of 
tongue, maxillary sinus, skin of 
face. 
 
T4b: Tumour invades 
masticator space, pterygoid 
plates or skull base and/or encase 
internal carotid artery 

NX:Regional nodes 
cannot be assessed 
N0: No regional 
lymph nodes 
N1: lpsilateral single 
node 3 cms or less in 
greatest dimension. 
N2: 
a: lpsilateral single 
node > 3 cms and <6 
cms in greatest 
dimension. 
b: Ipsilateral multiple 
nodes, none more 
than 6 cms in 
greatest dimension. 
c: Bilateral or 
contralateral nodes, 
none more than 
6 cms in greatest 
dimension. 
N3: Nodes more than 
6 cms. 

MX: Distant 
metastases 
cannot be 
assessed 
 
M0: No distant 
metastases 
 
M1: Presence of 
distant 
metastases 

0: Tis, N0 M0 
 
I: T1 N0 M0 
 
II: T2 N0 M0 
 
III: T3N0M0 
      T1-3 N1 M0 
 
IV: T4 N0-1 M0 
Any T N2-3 M0 
Any T, any N, 
M1   
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Management of Oral Cancer 

Management may be through surgery, radiotherapy, chemotherapy, or a combination of 
modalities. Figure 14 presents a flow chart of management of any person with a suspicious 
oral lesion. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 
 

 

Patient with suspicious oral 

lesion 

(self-reported or on examination) 

Clinical examination by health 

professional 

Suspicious lesion Pre-malignant 

lesion 

Investigate for possibility of 

malignancy 

(Biopsy / FNAC of lymphnode) 

Malignant Non-malignant 

Refer for 

appropriate 

treatment 

[ 

Treat lesion 
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(Diabetes Mellitus) 
 

gekjs {ks= es dqiks"k.k vkSj vHkko dh fLFkfr esa Hkh cgqr la[;k esa MkbfcVht ¼'kDdj dh 

chekjh½ dh ijs’kkuh fn[krh gS A ;g ijs’kkuh 'kgjh lEiUu yksxksa dh chekjh ls izk;% fHkUu 

gksrh gSA 

Diabetes

igyh& eksVs yksxks esa Diabetes ftls Type 2 dgrs gS] 'kgjksa esa vkSj dHkh&dHkh xkao ds 

lEiUu yksxksa esa Hkh fn[krh gSA yksxksa ds jgu&lgu vkSj [kku&iku esa ifjorZu ds dkj.k 

c<+rs vuqikr esa bl fdLe dh Diabetes fn[k jgh gSA gekjs NRrhlx<+ ds xkaao esa Diabetes 

dk :Ik dkQh vyx fn[krk gSA [ksrhgkj fdlku vkSj etnwjh djus okys yksx Hkh dqiks"k.k 

dh fLFkfr esa ,d vU; fdLe dh Diabetes ls xzflr gks tkrs gSA ;g yxHkx 1 izfr’kr~ 

o;Ldks esa ns[kh tkrh gS A rhljh fdLe Type 1 Diabetes NksVh mez dss cPpks ,oa 

fd’kksjkoLFkk esa fn[krh gS] ftlesa INSULIN batsD”ku yxkuk vfuok;Z gS vU;Fkk e`R;q gks 

tkrh gSA 

Diabetes

  fooj.k mipkj 

1- Type 2 

Diabetes 

 eksVkik fn[krk gS 

 [kku&iku vf/kd ds dkj.k 

 O;k;ke de ds dkj.k 

 Ikzk;% o;Ldks esa ¼35&55 dh mez esa 

'kq:½ 

[kkus okyh nok,a ,oa 

[kkus&ihus ds fu;a=.k eq[; 

mik; 

*Insulin 10% yksxksa esa gh 

t:jr iM+rh gS 

2- dqiks"k.k ds 

lax 

Diabetes  

 dqiks"k.k dh voLFkk esa  

 vHkko dh fLFkfr esa 20&25 lky dh 

mez esa Hkh fn[krk gSA 

 xqnkZ Qsy@fny dh chekjh Hkh vf/kd 

vuqikr esa  

[kkus okyh nok eq[; 

mipkj 

50 izfr'kr jksfx;ksa ds 

mipkj esa Insulin nsuk 

iM+rk gSA 

3 Type 1 

Diabetes 

 cPpksa ,oa fd'kksjksa esa  

 bejtsalh fLFkfr esa izk;% ejht vkrs gSA 

 vR;f/kd dqiks"k.k gks tkrk gSA 

100% yksxksa dk mipkj 

Insulin ls djus dh 

vko”;drk gS 
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Diabetes

blds nks rjhds gksrs gSA ,d tc dqN fo”ks"k y{k.k gks tks y{k.k chekjh dh rjQ b”kkjk 

djrs gSA dqN ejht cgqr chekj gksrs gSA dbZ yksx csgk’k ;k lkal rst pyrh gqbZ fLFkfr esa 

vk,saxs (Diabetes ketoacidosis) ftUgs rqjar igpku dj vLirky esa HkrhZ djsa A 

ckdh ejhtks ds de xaHkhj ysfdu egRoiw.kZ y{k.k gksrs gSA dksbZ Hkh O;fDr ftldks 

vR;f?kd I;kl yxuk ;k ckj&ckj is”kkc tkuk ¼[kkl rkSj ij jkr dks ½ ;k vpkud otu 

de gks tkuk ¼lw[kk jksx½ ;k ikuh dh vR;f/kd deh gks rks Diabetes ds fy, Blood 'kqxj 

dh tkWp vo”; djsaA blds vfrfjDr fdlh Hkh ejht dks xqnsZ [kjkc gksuk Renal Failure ;k 

va/kkiu gks rks Diabetes dh tkap djk,Wa A  

 Diabetes

mRrj & gkWaA dqN ifjfLFkfr;ksa esa bldh dh laHkkouk c<+ tkrh gS  

1- tSls BLOOD PRESSURE > 140/90 vkSj vR;f/kd otu (BMI>25 kg/m
2
) gks  

2- ;k dksbZ Hkh O;fDr ftldk BP 160/100 ls vf/kd gks A 

bu fLFkfr esa ge ;g tkWp djsa A 

1- is’kkc esa Xywdkst dh tkWap  

2- XywdksehVj ls [kwu esa Xywdkst dh tkWap ;fn 150 mg/dl ls vf/kd gks A 

 

Diabetes: Blood Sugar Measurement   

Blood sugar ¼CyM 'kqxj½ > 126mg/dl  fasting ¼[kkyh isV½ OR 

> 200mg/dL random with symptoms OR 

> 200mg/dL (11mmol/L) with an oral glucose tolerance test 

Glycosylated hemoglobin (HbA1c) > 6.5% (using a point-of-care device) 

Symptoms of chronic 

hyperglycemia 

Polyuria (excessive urination) vR;f/kd is'kkc vkuk 

Polydipsia (excessive thirst) vR;f/kd I;kl 

Weight loss otu vR;f/kd de gksuk 
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Danger Signs in Diabetes: 

 Notes 

ikuh dh deh  

de jDr nkc ikuh dh deh ds dkj.k 

/khes xgjh lkal ysuk  

isV esa nnZ] feryh ,oa mYVh vkuk  

Late findings (neurological) Note 

Focal motor deficits  

csgks'kh Agitation, sleepiness, eventually coma 

 

Diagnosis and Treatment of Hypoglycemia ¼de 'kDdj gksuk½ 

Symptoms Somnolence or agitation 

Confusion 

Lethargy 

Dizziness, nausea 

Seizures 

Stroke-like symptoms 

Sweating 

Tremors 

Palpitations, anxiety 

Causes Correctable: 

Overdose of medication (insulin or orals) 

Increased exercise 

Skipped meals 

Not (easily) correctable 

Reduced renal function (diminished clearance of hypoglycemic agents) 

Liver failure (inability to produce glycogen to correct serum hypoglycemia) 

Treatment Juice, soft drink, sugar water (if able to follow commands) 

In adults IV glucose 50% solution (if unable to follow commands) 

In children < 12 give glucose 50% solution by nasogastric tube (if unable 

to follow commands) 

3-12 hours, do frequent finger-stick checks 
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Glucose Control Goals ¼Xywdkst ds Control ds /;s;½ 

 Reasonable control More intensive control 

Pre-meal and 

Pre-bedtime 

glucose 

150-180mg/dL (8.3-10mmol/L) 120-150 mg/dL (6.7-8.3 

mmol/L) 

Hemogloben A1c 7.5%-8% (average blood glucose 

of 170-185mg/dL) 

(9.4-10.5mmol/L) 

7.0%-7.5% average blood 

glucose of 154-170mg/dL 

(8.6-9.4mmol/L) 

 

Oral Hypoglycemic Therapy Diabetes 

Steps Metformin Glibenclamide 

 7:00 am 7:00 pm 7:00 am 7:00 pm 

1 500mg - 5mg - 

2 500mg 500mg 5mg 5mg 

3 1000mg 500mg 10mg 5mg 

4 1000mg 1000mg 10mg 10mg 

5 Add Glibenclamide / Glipizide Add metformin 

 



iwjs fo'o esa 'kjhj ds vaxks ds dke u djus dk ¼tSls xqnsZ] fny bR;kfn½ mPp jDrnkc ;k 

CyM izs'kj lcls cM+k dkj.k gSA gekjs NRrhlx<+ esa Hkh] tgka bruh xjhch vkSj dqiks’k.k 

O;kIr gS vkSj tgka O;fDr cgqr esgur djrs gSa] vkSj eksVkik cgqr de gS] ogka ij Hkh ch-ih- 

dh chekjh ,d cM+h ijs'kkuh gSA ;fn lHkh xkao ds o;Ld efgykvksa vkSj iq:"kksa dks ns[kk 

tk, rks 15&20 izfr'kr esa mPp jDrnkc ¼ch-ih-½ ns[kk tk,xkA 

ulksa esa izokfgr gksus okys [kwu dh pky ¼xfr½ dks ekius ds fy, vyx vyx izdkj 

midj.k ekStwn gSaA 

gkFk esa iV~Vk blfy, ck¡/kk tkrk gS fd [kwu dh xfr dks jksd ldsA xfr jksd dj xfr 

ukiuk vklku gksrk gSA 

  lcls igys ejht dks 5 feuV rd vkjke ls cSBus dks dguk gSA 

  ges'kk midj.k dk iV~Vs dks jDrpki ukirs le; cka;s gkFk esa gh cka/ks A 

  iV~Vs esa vxj gok Hkjh gks rks igys iV~Vs dks nckdj fudkysaA 

  tc rd ejht cSBk gS]rc rd viuh isVh ls vkyk vkSj ch-ih-ukius dh e'khu dks 

fudkysaA 

  ejht dks crkuk gS] fd tc ch-ih- ukirs le; iêk cka/krs  gSa]rks ckag esa ncko 

eglwl gksxk] blls ?kcjkuk ugha gSA  

  ftl O;fDr dk jDrpki uki jgs gSa mlls iwNsa fd] dksbZ ckr ls ?kcjkgV ;k fpark 

rks ugha gS vHkh \ vxj fpark ;k ?kcjkgV gks rks fnyklk nsuk gS A 

  Vhfpax LVsFkksLdksi]  

  ch- ih- e’khu

¤ gkFk o ck¡g ds Åij ds diM+s dks gVk,aA

¤ cka, gkFk ds ckag esa iêkdks ckaa/ksaA 
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¤ LVsFkksLdksi ds lkeus okys xksy ¼cnu ij yxkus okys½fgLls dks igys tkap djds 

ns[ksa]fd vkokt Bhd ls vk jgk gS] ;k ughaA 

¤ vxj vkokt ugha vk jgh gS]rks ikl esa gh tks uyh gS mls ?kqek,a] o fQj ls lqus]fd 

vkokt vk jgk gS ;k ughaA 

    

¤ vius gkFk dh nks maxfy;ksa ls ckag ds uhps dh ukM+h dks eglwl djsaAtgka ij ukM+h 

dk pyuk eglwl gks]ogka ij LVsFkksLdksi dk lkeus dk xksy ¼cnu ij yxkus okyk½ 

fgLlk yxk,A 

¤ ch-ih- e'khu dks pkyw djsaA 

¤  vc e'khu ds gok Hkjus okys QqXxk¼okYo½ ls gok HkjsaA 

¤ gok T;knk ls T;knk 260 uacj rd gh HkjsaA dykbZ dh ukM+h dks Nwdj iDdk djsa fd 

og eglwl ugha gksuh pkfg, A   

¤ LVsFkksLdksi ds dku esa yxkus okys fgLls dks vius dku esa yxk,aA 

¤ vc /khjs&/khjs gok dks de djsa¼oYo ds ikl okys uV dks <hykdjds½A 

¤ gok dks de djrs le; /;ku ls ukM+h dh vkokt /;ku ls lquus dh dksf'k'k djsaA 

¤ /;ku nsa]fd ukM+h dh vkokt tgka ij ls 'kq: gksrh gS]ml uacj dks uksV djuk gSA 

;gh uacj Åij dk ch-ih- dgyk,xkA 

 tSls&;fn ukM+h dh vkokt 120 uacj ij 'kq: gks]rks Åij dk ch-ih- 120 gksxkA 

¤ tgka ij ukM+h dh vkokt can gksrh gS]oks uhps dk ch-ih- dgyk,xkA 

 tSls&;fn ukM+h dh vkokt 80 uacj ij can gks]rks uhps dk ch-ih- 80 gksxkA 

¤ ch-ih- dh tkap djrs le; ukM+h dh vkokt vxj T;knk uacj   

 Ikj pkyw gks] rc mls c<+k gqvk ch-ih- ekusaxsA 

 tSls& 140 ;k mlls T;knk ij vkokt 'kq: gks] vFkok 90 ;k mlls Åij vkokt can 

gksA 

¤ vxj tkap esa fdlh ejht+ dk ch-ih- c<+k gqvk feys]rks 10 feuV rd mls vkjke ls 

cSBus dks cksysaA 

¤ vc 10 feuV rd cSBkus ds ckn nksckjk ch-ih- ukiuk gSAbl ckj ch-ih- ukius ij tks 

uacj vk,xk]mls QkbZuy ch-ih- ekusaxsA 

¤ ch-ih- ukius ds ckn ejht dks t+:j crk,a]fd mldk ch-ih- fdruk gS \ 
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%&

¤ bZykt+%&ejht+ dks fpfdRld ds ikl vLirky Hkstsa]D;ksafd mls nok dh vko';drk 

iM+sxhA 

 ;fn iwoZ esa nok ysrs jgsa gSa]rks nksckjk nok 'kq: djsaA;fn xaHkhj :i ls vf/kd ch-ih- 

180 ls Åij] ;k uhps okyk 110 vkSj vf/kd gksus ij nok rqjar izkjaHk djsaA 

¤ rEckdw ;k mlls lacaf/kr fdlh Hkh lkekxzh dk lsou u  djsaA 

¤ ued de [kkuk gSA 

¤ vpkj]ikiM+]pVuh de [kkuk gS]D;ksafd bu lHkh phtksa esa ued dh ek=k T+;knk gksrh 

gSA 

¤ [kkus esa ued Åij ls ugha Mkyuk gSA 

¤ ;fn xHkZorh efgyk gS]rks rqjar vLirky HkstsaA  

%& " Å " &

 

;fn ch-ih- vpkud 180 ls Åij ;k 110 ls Åij gks rks vpkud dqN ?k.Vksa esa xaHkhj 

voLFkk cu ldrh gSA ;g xaHkhj fLFkfr vc ch-ih- 180 ;k 110 ls vf/kd gksus ij gh gksrk 

gSA xaHkhj ifjfLFkfr ds y{k.k gS vpkud flj nnZ] ;k /kqa/kyh utj ;k vpkud lkal Qwyuk 

;k is'kkc esa [kwu tkuk ;k dej ds cxy esa nnZ gksukA
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;fn fdlh Hkh O;fDr dk ch-ih- 180@110 ls Åij gks vkSj ,sls xaHkhjrk ds dksbZ y{k.k gks] 

rks bejtsalh esa ;g nok ns 

ch-ih- dk ,slk dksbZ ,d vkWdM+k ugh gS ftlds Åij gksus ls ge ;g dg ldsa fd vc ch-

ih- [krjukd :i vo'; ysxkA lkekU; ls vf/kd ch-ih- ds ejht ;fn  

1- rEckdw dk lsou djrk gks] ;k

2- eksVkik gks] ;k 

3- mez 60 lky ls Åij gks] ;k

4- 'kDdj ;k Diabetes dh ijs'kkuh Hkh gks] ;k 

5- [kwu es Cholesterol ;k pchZ vf/kd gks] 

rks fny dh chekjh] ydok gksuk ;k xqnkZ Qsy gksus dk [krjk dbZ xquk c<+ tkrk gSA
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B.P. 

ch-ih- 140 ls de@90 ls de lkekU; fLFkfr dksbZ nok ugha  

 mij okyk 140 fe-eh- ls 

T;knk vkSj 160 ls de 

 1 [krjs ds ladsr <160 ls 

de 90 ls 100 

fpUrk 

 dksbZ nok ugha 

 ued de [kk,a] vkpkj] ikiM+] pVuh u [kk,a] flQZ nky esa gYdk ued ftruk 

&&& x;k gS] og i;kZIr gSA mij ls dksbZ ued u Mkysa 

 ;fn eksVkik gks] rks ?kVk,a 

 rEckdw lsou can djsaA 

 12 ekg rd ns[ks dh ch-ih- ?kV tk, 

 nok 6 ekg 

12 ekg rd 

ns[ks 

140&160+2 [krjs fpUrk 

 dksbZ nok ugha 

 ued de [kk,a] vkpkj] ikiM+] pVuh u [kk,a] flQZ nky esa gYdk ued ftruk 

Mkyk x;k gS] ogh i;kZIr gSA mij ls dksbZ ued u Mkysa 

 ;fn eksVkik gks] rks ?kVk,a 

 rEckdw lsou can djsaA 

 12 ekg rd ns[ks dh ch-ih- ?kV tk, 

nok 6 ekg 

6 ekg rd 

ns[ksa 

140&160+2 [krjs+6ekg rd 

ykHk ugha 
vf/kd fpUrk Hydrochlothiazide 12.5mg ,d ckj( ckdh ckrsa Hkh  

160&179 mij okyk 

100&109 uhps okyk 
 

Hydrochlothiazide 12.5mg ;k  

Amlodipine 2.5mg 

gj ekg 

fn[kk,a 

STAGE 3 > 180 > 110 

 
vR;f/kd fpark ;fn xaHkhjrk ds y{k.k gks rks 

3 fnu ckn 

fn[kk,a 

  ;fn xaHkhjrk ds y{k.k u gks rks nksuksa nok nsa (HCT / Amlo)  

( B.P. )
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1 otu ÅapkbZ 

BMI = wt x1000/(t)2 

lc dk ;fn 25 ls Åij] rks ;g 

[krjs dk ladsr 

2 urine 'kqxj lc dk ;fn c<+k gqvk gS] rks Blood 

Sugar djsaA 

3 urine izksVhu lc dk ;fn 2+ vkSj vf/kd gks] rks 

Creatinine ds fy, CHC 
HkstsA 

4 Blood 'kqxj lc efjtksa ds ;fn 200 ls vf/kd] rks 

Creatinine djks 

5 Echocardiography  lwtu 

 lkal Qwyuk 

 

6 ECG  ;fn ch-ih- >180 ;k 

110 

 ;fn 'kqxj dh chekjh 

gks 

 

 

 'kDdj dh chejh 

 xqnkZ [kjkc gksuk 

 mez 60 lky ls vf/kd 

 eksVkik (BMI > 25 kg/m2) 

 rEckdw dk lsou ¼xqVdk] xqMk[kw] chM+h½ 

 (BMI dk QkewZyk % Weight (kg) / (Height) in m2) 
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High BP

nok 'kq: dh c<+kuk 

fdruk 

Maximum 
dose 

Notes 

Hydrochlothiazide ,d ckj 

jkst 

12.5mg 
od 

25mg od Not effective in the setting of 
severe renal failure (creatinine 

≥2.4mg/dL cgqr lLrh 

Amlodipine 5mg jkst 

losjs 

5mg 10mg od can cause lower extremity 

edema ikao esa lwtu gks ldrh gS 

Lisinopril 5mg ,d 

ckj 

5mg 20mg jkst xHkkZoLFkk ,oa fdMuh Failure esa 

[krjukd gSA 

Atenolol 25mg ,d 

ckj 

25mg 50mg od ;fn Heart rate 55 ls de gks rks 

u nsA 

Hydralazine 25mg 3 

ckj jkst 

25mg 
tid 

50mg tid xHkkZoLFkk esa nsuk lqjf{kr gSA 

fljnnZ ,d Side Effect gS 
Methyldopa 250mg 

2x/day 
250mg 
2x/day 

500mg 
2x/day 

Safe in pregnancy 

  

  

nok Dosing Notes 

Nifedipine (immediate release) 10mg orally  

Hydralazine 25mg orally  

Furosemide 40mg orally or 20mg IV ;fn lkal rst py jgk 

gks 

 

bl nok dks nsus ds ckn] ,sls xaHkhj ejht dks ftyk vLirky ;k esfMdy dkWyst HkstsaA 
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Approach to Anemia 

 

1-  Hkkth] lCt+h] ekal] eNyh] xqM+] [kV~Vk Qy [kkukA  

2-  vk;ju dh xksyh [kkuk & 

 & FkksM+h deh gks] rks 1 xksyh fnu esa 2 ckjA 

 & T+;knk deh gks]rks 1 xksyh fnu esa 3 ckjA 

  

;g nok [+kkyh isV [kk,¡] blls yksgk vPNh rjg lks[kk tkrk gSA lkFk esa foVkfeu *lh* 

okys inkFkZ [kk,¡A 

bl nok ls dCt+@nLr yxuk] isV esa Hkkjhiu FkksM+s fnuksa rd gks ldrk gSA VV~Vh dkyh 

vkrh gSA ;g nok 5 ekg rd f[kyk,¡aA vxj isV esa d`fe gSa] rks mipkj djsaA vxj ekgokjh 

dh ijs”kkuh gS] rks mipkj djsaA 

 3- [kkus ls vyx gksdj yksgk “kjhj esa vk ik,] blds fy, t+:jh gS foVkfeu&^lh*A [kkuk 

[kkus ds ckn dksbZ [kV~Vk Qy [kk;k tk,&ve:n] vkWaoyk] uhacw] csj] vke ;k nwljk dksbZ 

[kV~Vk Qy] rks foVkfeu&^lh* izkIr fd;k tk ldrk gSA blls yksgk “kjhj esa vf/kd vk 

ldrk gSA 

ftl rjg ds [kkus vkSj Qy lfCt+;ksa dk mi;ksx [+kwu dh deh ds mipkj ds fy, fd;k 

tkrk gS] vxj mldk mi;ksx gj fnu ;k vkerkSj ls gksrk jgs] rks [+kwu dh deh gksus ls 

cpk tk ldrk gSA 

 de mez esa cPps dks tUe nsus ls jksdsaA 

 T;knk cPpksa dks tUe nsus ls jksdsaA 

 tUe gksrs gh cPps dks ek¡ dk nw/k fiyk,¡aA ;g cPps ds fy, rks vPNk gS gh] blls ek¡ 

dh cPpsnkuh fldqM+us ds dkj.k [+kwu cguk Hkh de gksrk gSA cPps dh uky dVus 
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ls igys Hkh mls ek¡ dk nw/k fiyk ldrs gSaA 

 ek¡ dks igys gh fnu ls Ik;kZIr [kkuk vkSj ikuh nsaA 

 [kkus esa nky&Hkkr ds lkFk lCt+h&Hkkth Hkh gks] D;ksafd & 

  & vukt o nkyksa esa yksgk de ek=k esa gksrk gSA  

  & Hkkth] lCt+h] xqM+ esa yksgk vf/kd gksrk gSA 

 ekal eNyh esa Hkh yksgk dkQ+h gksrk gSA 

 lCt+h dks yksgs dh dM+kgh esa idkus ls Hkh mlesa yksgk vk tkrk gSA 



80 

 

Approach to Anemia 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

All Women 

(Test) Drabkin Test 

≥12 gm/dl 9 - 11.9 

gm/dl 

7-8.9 gm/dl 5-6.9 gm/dl < 5 gm/dl 

Is she pregnant? 

Fersifol 1BD 

Albendazole 3OD 

  

See HB again 

H/o Joint Pains / Jaundice 

Examine spleen 

Try Iron 

(60 mg 

Elemental Iron 

BD) 

No 

Yes 

Refer 

Clinical 

Examination 

HB 

PS 

Reticulocyte Count 

Sickle Prep 

May Need BT 

See Hb again, if 

no increase by 

2 g/dl then 

Refer 

No Anemia 
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Proformas and Registers 

There are several forms and registers to be used at various levels to document information gathered in 

the program. This is crucial to maintain individual patient records, track reports and patient treatment 

details, as well as pick up defaulters and persuade them to follow the recommendations. These will also 

add up to the community data on screening of NCDs and the results there of which will help plan future 

interventions in the public health system. 

For screening and treatment of hypertension and diabetes mellitus: 

Name of the record Health facility at which 
maintained 

purpose Maintained by 

Listing women  in the 
target group (30-59 
years) 

After completion is 
given to ANM at the 
sub-center 

To identify each eligible 
woman for screening 
program  

Mitanin 

Information slip  Invitation and 
information about the 
camp to the eligible 
woman 

Given by mitanin to the 
women 

Patient ID card Camp or NCD Clinic Given to each individual 
registered for screening 

Patient 

NCD Screening register At the camps and at all 
health facilities, i.e. 
PHCs, CHCs, and district 
hospital 

Contains details of 
screened population 
and results 

Staff nurse / ANM 

Patient screening form 
(Jaanch Form) 

At the camps and at all 
health facilities, i.e. 
PHCs, CHCs, and district 
hospital 

To capture individual 
patient data 

Staff nurse / ANM, to be 
signed by medical 
officer / RMA / AYUSH  

Lab register At the camps and at all 
health facilities, i.e. 
PHCs, CHCs, and district 
hospital 

For capturing laboratory 
investigation 
information 

Lab technician / lab 
assistant 
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Besides the Camps and NCD clinics, other forms and registers would be required to complete evaluation 

and work up of screened positives, their histopathology and cytopathology needs, their referral for 

treatment, staging and treatment details and follow up. These are listed below. 

 

Name of the record Health facility at which 
maintained 

purpose Maintained by 

Colposcopy form CHC, DH, Medical 
College 

Record test findings and 
biopsy, LEEP or 
Cryotherapy details 

Staff Nurse/ANM 

Mammography form 
(Xray or Ultrasound) 

Designated 
Mammography centres 

Capture findings on 
Mammography and if 
performed guided FNAC 

Staff Nurse/ANM 

FNAC/ Biopsy form CIMS   

Cancer Staging and 
Treatment form 

CIMS, Medical College, 
Raipur, Regional Cancer 
Centre, Raipur. 
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Data Management and Expected flow of Information 

The list of ‘Eligible Women’ prepared by the Mitanin is used by the sector ANM to determine how many 

women are expected in a Women’s health camp. This would also be used to assess the efficacy of the 

IEC performed before camp and pay out incentives. However, its use currently seems to be limited to 

this. 

The invitation slips brought in by the women to the camp would bear the Mitanin’s name and can be 

used for ‘per screened woman’ incentive. The Identity card with salient information is filled in at the 

various stations as designated and finally signed off by the Medical officer at the final consultation 

station. This would then include information on referral for screened positives and their further plan. 

This pink colored card stays with the patient during the course of further work up and treatment, 

helping her to secure prompt, smooth and ensured free services in the Govt health system. 

The Screening Camp Forms are filled in by the responsible person at each station and finally completed 

and signed off by the Medical Officer at the final Consultation station. Salient points from this form are 

also captured in a Camp Register, where patient ID, information on whether Screened negative or 

Positive and if positive, for which condition and her advice. These forms are compiled at the end of the 

camp, their numbers tallied with camp register and then forwarded to the DEO at the PHC. The DEO 

must enter this data on the MIS prepared for the purpose, and ensure that a soft copy along with the 

forms reaches the Centralized data Centre for cross check and processing. This must be done within four 

working days of the camp so that the information can be used in real time to follow patient records and 

treatment details. 

The Colposcopy centers (CHC, DH, CIMS) maintain a colposcopy form and Register. These forms are 

collected or sent to the Centralized data centre every week (a fixed day such as Monday could be 

chosen). Similarly Histopathology and Cytopathology reports for the Camp screened patients will be 

maintained in separate register and forms. These forms would be collected once a week, again Monday, 

by the Centralized data centre.  

Reverse flow of information on post screening work up and reports would be communicated to the 

nodal officer in the block (Gynecologist, for CHC Kota). It is her/his responsibility to communicate this 

information in writing to the sector ANM, with an expected response time of 10 days. Clear instruction 

on what is expected from the patient should be communicated with a reasonable timeline. 

Treatment details must similarly be recorded and follow up and completion ensured to get the optimum 

results. 

 



Patient card 

Camp Register 

Screening camp  

formats 

Data entry operator 

enters information 

in MIS 

Camp Level 

CHC/PHC level 

Centralized 

data  

center 

Colposcopy forms 
Histo-Path 

Cytopath forms 

Sector ANM CHC 

——— 

Block 

District 

hospital 
CIMS RCC Patient 

Information flow for the women’s health camps 
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 ;g f”kfcj vkids xk¡o ds fdlh Ldwy ;k lkewnkf;d Hkou esa vk;ksftr gksxkA

 iwoZ fu/kkZfjr rkjh[k ij ;g iwjs ,d fnu dk izksxzke gksxk tgk¡ tk¡p] tkudkjh 

vkSj mipkj lc ,d LFkku ij gks ldsxkA

 ;g iw.kZr% fu”kqYd gksxkA pwafd efgyk,¡ 4&6 ?k.Vs ds fy, vius ?kjksa ls bl 

f”kfcj esa vk,saxh] dqN uk”rk dh O;oLFkk Hkh gksxhA

 ;fn f”kfoj esa fdlh Hkh efgyk dks ,slh chekjh fudyrh gS rks mldh vkxs dh 

tk¡p vkSj mipkj fu”kqYd gksxkA

 ;g dSEi@f”kfcj dsoy efgykvksa ds fy, gksxkA vkSj bl dSEi dks pykus okyh 

Hkh efgyk MkDVj@ulZ ,oa dk;ZdrkZ gksaxsA

  

iwjs dSEi esa vyx vyx txg ij vyx vyx dke gksaxsA bu txgksa dks ge LVs'ku 

dg ldrs gSaA gj ,d efgyk dks LokLF; ijh{k.k ds fy, bu lHkh LVs'kuksa ls xqtjuk 

iMsxkA 'kq:vkr LVs'ku uacj 1 ls gksxhA  

bl LVs'ku ij efgyk dk iath;u gksxk ftlesa gj efgyk dk ,d QkEkZ Hkjk tk,xkA 

gj ,d LVs'ku ij fudy dkj vkus okyk ufrtk ;k tkudkjh dks bl QkeZ ij fy[kh 

tk,xh vkSj lkFk gh vxys LVs'ku ij os QkeZ Hkst fn, tk,axsA bl LVs'ku ij efgyk 

dh vkxs dh tkudkjh fy[kh tk,xhA  

 uke] ifr dk uke] mez] fyax 

 xkao] rglhy] ftyk 

 ifjokj lnL; la[;k 

 fdruh ckj xHkZ/kkj.k gqvk\ 
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 fdrus thfor tUe gq,\ 

 fdrus xHkZikr gq,\ 

 fdrus e `r tUe \  

vHkh orZeku esa dksbZ ijs'kkuh gks jgh gS\ tSls& lQsn ikuh] ekgokjh ls lacaf/kr] dksFkk 

esa nnZ] dej nnZ] Lru esa xkaBA 

  

tkudkjh ysus ds ckn vkxs dh tk¡ps djds og QkeZ ij fy[kk tk,xkA  

 Oktu 

 ÅapkbZ 

 ch-ih- 1   

 ch-ih- 2 

 

tk¡p ds urhts fy[kus ds ckns lHkh QkeZ dks LokLF; dk;ZdrkZ vxys ySc tk¡p ds 

LVs'ku ij ys tk,xhA bl LVs'ku ij lHkh dks uke iqdkj dj tkap gsrq ckjh&ckjh 

cqyk;k tk,xkA 

tc rd ySc esa tkap gksxh] mlh le; ,df=r efgykvksa dks fofHkUu LokLF; lacaf/kr 

tkudkjh ckaVuk gSA tSls%& 

 dSls cPpsnkuh ds eqag esa dSalj gksrk gS\      

 cPpsnkuh dh cukoVA 

 tkap ds egRRo dks le>kukA 

 vkSj Hkh vU; efgyk LokLF; lacaf/kr ijs’kkfu;ksa ds Ckkjs esaA

 uhps ls vanj dh tkap gksxh] blds ckjs esa Hkh  crk,a              

 

bl LVs'ku ij efgyk dh [kwu dh ¼[kwu dh deh dks irk djus ds ds fy,½ vkSj 'kDdj 

dh ¼Mk;chfVt+ dks irk djus ds fy,½ tk¡p gksxhA tk¡p ds fy, maxyh ;k gkFk ds 

fljk ls [kwu fudkyk tk,xkA  
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ftl txg Ikj efgyk dh tk¡p gksxh og inksZ ls f?kjk gqvk gksxkA  

bl LVs'ku Ikj lcls igys efgyk ds Lruksa dh tk¡p gksxhA Lruksa dh tk¡p gksus ds ckn 

ml efgyk dks Vscy ij ysVuk gS tgk¡ mldh cPpsnkuh ds eq¡g dh van:uh tk¡p 

gksxhA  

van:uh tk¡p ds fy,& 

 efgyk dks uhps ds lHkh diM+s+ Åij dj gVkus gSA  

 mlds ckn ;ksuh vkSj vklikl dh txg dks dkWVu ckWy esa lsoyku ls lkQ 

fd;k tkrk gSA 

 mlds ckn Lisdqye dks efgyk ds ;ksuh esa Mkyrsa gS vkSj VkWpZ ls cPpsnkuh dk 

eq¡g ns[krs gSaA 

 mlds ckn Lokc LVhd dks 5% ,flfVd ,flM esa fHkxksdj cPpsnkuh ds eq¡g dks 

yxkrs gSA  yxkus ds ckn 2 fefuV esa tk¡p dk ifj.kke irk py tkrk gSA  

;fn efgyk dks lQsn ikuh dh ijs'kkuh gS rks ml ikuh dks tk¡p ds fy, LykbZM ij 

fy;k tkrk gS vkSj mls ek;ØksLdksi ls ns[krs gSA  

  

tc efgyk dh tkap gks tk,] rks tkap esa D;k irk pyk gS] ;g crk;k tk,xkA  

;fn dksbZ ijs'kkuh fudyh gks] rks D;k djuk gS] dgka tkuk gS blds ckjs esa iwjh 

tkudkjh nh tk,xhA  

  

dSEi esa dSalj NksM dj ;fn vU; ijs'kkfu;k¡ fudy dj vkrh gS rks mudk bykt Hkh 

fd;k tk,xkA ;g bykt eq¶r esa fd;k tk,xkA  



87 
 

;g /;ku esa j[ksa fd] lHkh efgykvksa dh Lru vkSj cPpsnkuh dh van:uh tk¡p efgyk 

LokLF; dk;Zdrk@,-,u-,e ;k efgyk MkWDVj ls gh fd tk,xhA  

”

1- ,d goknkj dejk& Ldwy ;k iapk;r HkouA 2- nks VscyA 

   3- vPNh jks”kuh@ykbZV dh lqfo/kkA   4- inkZ diM+kA 

   5- ihus ds ikuh dh lqfo/kkA    6- ;w-Ogh-MªeA 

  

1- ot+u e”khuA  2- gkbZV ehVjA  3- QkeZA 

4- isu]isaflyA   5- lhy]iSMA   6- ch-ih- e”khuA 

7- LVsFkksLdksiA 

  

1- Lisdqye   2- phVy QkWjlsQ  3- ck;ksIlh QkWjlsQ

4- izs”kj dqdjA   5- xSl flysaMj]pqYgkA 6- ekfplA 

 7- dkWVu ckyA  8- Lokc LVhdA  9- lsoykuA

10- ykbZlksyA   vPNh jks”kuh okyk 2 VkPkZA LykbZMA 

 11- Xykl doj LyhiA ukeZy lykbuA  13- Xykl ekdZjA 

 14- 5% ,flfVd ,flMA 15- QkeZwfyu   16- 3 ;k Vc&Lisdqye 

/kksus ds fy,A 

 17- lkQ ok;y  18- lkQ nLrkuk  19- dSaph 

 20- Y;wdks IykLVj  21- insZ    22- 2 Vscy&efgyk 

tkap ds fy, 

 23- 1 Vscy&lkeku ds fy, 24- Tkkap djus okys 4 yksx 25- Cyhfpax ikmMj 7 

xzke  

 26- fujek ikmMj  27- 5 dkWij&Vh lsV  28- i;kZIr dkWij&Vh

1 IykfLVd ex&ikuh dks yhVj esa ukius ds fy,A
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 ekbØksLdksi    2- gheksXykschu tk¡p dh t:jh lkexzh 

 3- is”kkc tk¡p dh t:jh lkexzh 4- “kqxj tk¡p dh t:jh lkexzh 

 5- lQsn ikuh tk¡p dh t:jh lkexzh tSls LykbZM] doj LYkhi vkfnA  

1- iksLVj   2- ikEiysV   3- iwfLrdk 

 4- fQYe   5- xkus    6- izkstsDVj 

 7- f¶yi cqd 

  

xksyh&¤ vk;ju  2- iSjkflVkekWy  3- vkbZcwizksQsu 

 4- MkbZlkbDyksehu  5- esVªksfuMktksy  6- flizks¶ykWDlkflu 

 7- DyksVªkbZektksy isljh 8- dSilq& veksDlklhfyu 9- MkWDlhlhfyu 

 10- Pkwuk ued&dSfY”k;e 11- vkaoyk lq[kM+h   

 12- vkSj Hkh nokbZ;ka tks efgyk LokLF; ls lacaf/kr gksA                   

       

 



Annexure 1 

VIA VILI  

 

1- Øe la[;k 

2- ijh{k.k dh rkjh[k --------@---------@2014 

3- uke % -------------------------------------------------------------------------------------------- 

4- irk % ------------------------------------------------------------------------------------------------------------------------------------------------------- 

5- vk;q ¼o"kZ esa½ 

6- vkidh fiNyh ekgokjh dc gqbZ Fkh\ 

¼1&12 eghus ls de&1] 2&12 eghus ls vf/kd½ 

7- oSokfgd fLFkfr % ¼1&fookfgr] 2& fo/kok] 3&i`FkDd`r] 8&vU;] 9&Kkr ugha½ 

8- xHkkZ/kkuksa@xHkZikrksa dh dqy la[;k 

9- D;k vki fuEufyf[kr ls ihfM+r gSa\ 

 ¼vxj mÙkj gk¡ gS rks ¼½ dk iz;ksx djsa] vU;Fkk fjDr NksM+ nsa½ 

 vR;f/kd ;ksfu L=ko 

 okg~; tuukax esa [kqtykgV 

 okg~; tuukax esa ?kko 

 ------------------------ 

 ;kSu laca/k ds nkSjku ihM+k 

 ;kSu laca/k ds ckn jDrL=ko 

 nks ekgokjh ds chp esa dHkh jDrL=ko 

 ihB ds fupys Hkkx esa ihM+k 

 

10- tk¡p dk ifj.kke 

 ¼vxj mÙkj gk¡ gS rks ¼½ dk iz;ksx djsa] vU;Fkk fjDr NksM+ nsa½ 

 LDoSeks dkWyeuj taD'ku iw.kZr% fn[k jgk Fkk 

 lokZbdy ikWfyi 

 uscksfFk;u QkWfydy 

 Y;wdksIysfd;k 

 dkWUMhyksek 

 o`f) 

 

11- 5% ,flfVd ,flM ds iz;ksx (VIA) ds ,d feuV ckn fu"d"kZ % 

¼1&usxsfVo] 2&ikWftfVo] 3&ikWftfVo vkØked dSalj½ 



 

12- vxj VIA ikWftfVo gS rks D;k ,flVksOgkbV yhtu ,.MkslokZbdy dSuky rd  

foLrkfjr gS\ ¼1&gk¡] 2&ugha½ 

13- vxj VIA ikWftfVo gS rks ,flVksOgkbV yhtu esa fdrus prqFkkZa'k 'kkfey gSa\  

¼1] 2] 3] 4½ 

14- fp= esa fn[kk,¡ & 

¼fcanqnkj js[kk ls LDoseksdkWyeuj taD'ku dk LFkku fn[kk,¡ vkSj ,flVksOgkbV ;k vk;ksMhu ls 

jax u ysus okys {ks= dks fujarj js[kk ls fn[kk,¡½ 

 

 

 

 

 

        VIA       VILI 

 

15- Y;wxksYl vk;kMhu ds iz;ksx ds ckn fu"d"kZ 

 ¼1&usxsfVo] 2&ikWftfVo] 3&ikWftfVo vkØked dSalj½ 

 

16- ;fn vkØked dSalj gS rks LVst &  

¼1&1,] 2&1ch] 3&2,] 4&2ch] 5&3,] 6&3ch] 7&4,] 8&4ch] 9&Kkr ugha½ 

 

17- D;k ck;ksIlh dh x;h ¼1&gk¡] 2&ugha½ 

 ¼vxj gk¡ rks fp= esa  fpUg ls ck;kWIlh dk LFkku fn[kk,¡½ 

 

18- dh xbZ dkjZokbZ %& 

¼1½ 3 o"kksZa ds ckn nksckjk tk¡p dk lq>kko fn;k x;k]  

¼2½ lfoZlkbfVl ds fy, nokb;ksa dk vkSj N% ekg ds ckn nksckjk tkap dk lq>ko fn;k 

x;k]  

¼3½ dkWYiksLdksih ds fy, Hkstk x;k 

¼4½ rRdky mipkj ds fy, Hkstk x;k 

¼5½ vkØked dSalj dh LVsftax vkSj mipkj ds fy, Hkstk x;k 

¼6½ vU;] mYys[k djsa ------------------------------------------------------------------------------------------------------------------------½ 

 

  



Annexure 2 

lwfpr lgefr 

 

LokLF; dk;ZdrkZ us eq>s xHkkZ'k; ds eq[k dk dSalj irk yxkus ds fy, fljds 

(VIA) rFkk vk;ksMhu (VILI) tk¡p ds ckjs esa foLrkj ls le>k fn;k gSA eSa viuh 

tk¡p ds fy, lgefr nsrh gw¡A 

 ;fn bl tk¡p esa dSalj dh 'kadk fn[krh gS rks xHkkZ'k; ds eq[k ls VqdM+k 

fudky dj tk¡p djus dh Hkh eSa vuqefr nsrh gw¡A 

 

gLrk{kj  % 

fnukad %-------------------- 

uke % ----------------------------------------------------------- 

irk % ------------------------------------------------------------------------------------------------------------------------------------------------ 
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»ǽß ¥æñÚU ÂæðSÅU - »çÙØæÚUè, çÂÙ - y~zvvw
çÕÜæâÂéÚU (ÀU.».)
ßðÕ - www.jssbilaspur.org

§üU-×ðÜ Ñ janswasthya@gmail.com


	Womane health camp cover page_1.pdf
	Page 1
	Page 2

	Doctor's manual.pdf
	Part 1_Manual for Womens Health Camp.pdf
	VIA Atlas.pdf
	VIA Atlas_2.pdf
	VIA Atlas_3.pdf
	VIA Atlas_5.pdf
	VIA Atlas_6.pdf

	Part 3.pdf
	Part 3.pdf
	Breast and oral Cancer.pdf
	Chapter on Diabetes, Hypertension and anemia.pdf
	Chapter on Diabetes.pdf
	Hypertension Text.pdf
	Hypertension Tables.pdf
	Approach to Anemia.pdf
	Anemia Tables.pdf

	Proformas and Register1_Final.pdf
	Information flow.pdf

	Camp (1).pdf
	Annexure 1 and 2.pdf


	Womane health camp cover page_2.pdf
	Page 1
	Page 2


