2016 YDUS İÇ HASTALIKLARI – YANLIŞ SORULAR

YDUS İç Hastalıkları 33. Soru
	Sol mastektomili ve adjuvan tedavisi tamamlanmış meme kanserli kadın hastanın rutin izleminde aşağıdaki yaklaşımlardan hangisi önerilmez?
A)	Anamnez
B)	Fizik muayene
C)	Sağ mamografi
D)	Jinekolojik muayene
E)	CA 15-3 tayini
Doğru cevap: D ve E
Meme kanserli bir hastada adjuvan tedavi tamamlandıktan sonra takip sorulmaktadır. Adjuvan tedavide kemoterapi, hormonal tedavi ve radyoterapi uygulanmaktadır. Yalnız soruda hangi tedavilerin uygulandığı belirtilmemiştir.
Rutin izlemde anamnez, fizik muayene, mamografi ve pelvik muayene önerilmektedir. Tamoksifen kullanan hastada jinekolojik muayene önerilmektedir. Hastada tamoksifen kullanımı yazılmadığından dolayı bu sorunun iki doğru cevabı bulunmaktadır. Hem D hem de E şıkkı sorunun bu haliyle önerilmeyen yaklaşımdır. Bu nedenle iptal edilmelidir.
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DeVita Cancer Principles and Practice of Oncology 10.Edition Sayfa 1695




YDUS İç Hastalıkları 53. Soru
	Aşağıdakilerden hangisinde karbonmonoksit difüzyon kapasitesi (DLCO) artmış bulunabilir? 
A)	İdyopatik pulmoner fibrozis
B)	Atelektazi
C)	Astım
D)	Pulmoner tromboemboli
E)	Amfizem
Doğru cevap: YOK
D seçeneğinde pulmoner emboli yerine başka bir durum (pulmoner hipertansiyon gibi) yazılmış olsa idi soru doğru olacaktı. Ancak pulmoner embolide DLCO bulguları göğüs hastalıkları alanında tartışmalı bir konu.
Seçenekleri inceler isek DLCO idiyopatik pulmoner fibrozis, atelektazi ve amfizem varlığında azalacaktır. Astım hastalarında ise çoğunlukla normal olmakla birlikte artabileceği belirtilmiştir.
Ancak pulmoner emboli ile ilgili çelişkili açıklamalar mevcut.
Harrison’s Principles of Internal Medicine 19. Baskıda pulmoner hipertansiyon varlığında DLCOda azalma olabileceği belirtilmiş. (306e-6). Ancak pulmoner emboli özelinde DLCO ile ilgili bir şey bahsedilmemiş.
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Harrison’s Principles of Internal Medicine 19. Baskı 306e-6



Goldman and Cecil Medicine 25. Baskıda normal akciğer hacimleri, kapasiteleri ve FEV1 ile birlikte izole DLCO düşüklüğünün pulmoner vasküler hastalık belirtebileceği ancak daha sıklıkla pulmoner fibrozis, amfizem yada ikisinin birlikte bulunması durumunda görülebileceğini belirtmiş (sayfa 542). Yine pulmoner emboli özelinde DLCO ile ilgili bilgi verilmemiş.
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Bir göğüs hastalıkları başvuru kaynağı olan Murray and Nadel's Textbook of Respiratory Medicine 6. Baskıda çeşitli deneysel modeller üzerinden pulmoner vasküler obstrüksiyon durumunda DLCOnun azabileceği, değişmeyebileceği ya da artabileceği belirtilmiştir. (sayfa 422-423, figür 25-16)
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Murray and Nadel's Textbook of Respiratory Medicine 6. Baskı Sayfa 422-423, figür 25-16


YDUS İç Hastalıkları 55. Soru
	On altı yaşındaki kız çocuğu adet görmeme ve yüksek kan basıncı nedeniyle başvuruyor. Fizik muayenesinde dış genital yapının normal olduğu tespit ediliyor ve kan basıncı: 165/95 mmHg ölçülüyor. İleri tetkiklerinde dehidroepiandrosteron sülfat, 17α-hidroksiprogesteron, aldosteron ve kortizol plazma düzeylerinin düşük olduğu , plazma deoksikortikosteron ve kortikosteron düzeylerinin ise yüksek olduğu tespit ediliyor.
	Adrenal bilgisayarlı tomografide bilateral adrenal hiperplazi saptanan bu hasta için en olası tanı aşağıdakilerden hangisidir?
A)	21α-hidroksilaz enzim eksikliği
B)	11ß-hidroksilaz enzim eksikliği
C)	3ß-hidroksisteroid dehidrogenaz enzim eksikliği
D)	17α -hidroksilaz enzim eksikliği
E)	11ß-hidroksisteroid dehidrogenaz tip 2 enzim eksikliği
Doğru cevap: A değil D olmalı
Hipertansiyon ve bilateral adrenal hiperplazi ile başvuran hastada öncelikle mineralokortikoidlerin arttığı 11 beta hidroksilaz ve 17 alfa hidroksilaz enzim eksikliği düşünülmelidir. Vakada plazma deoksikortikosteron ve kortikosteron düzeyleri yüksek verildiğinden dolayı 17 alfa hidroksilaz enzim eksikliği en olası tanıdır. 21 hidroksilaz enzim eksikliğinde mineralokortikoidler azaldığından dolayı hipertansiyon beklenmez. 
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YDUS İç Hastalıkları 75. Soru
	Aşağıdakilerden hangisi lgG veya lgM antikorlarının, konağın hücre yüzey veya ekstraselüler matriks antijenleriyle etkileşimi sonucunda gelişir?
A)	Larinks ödemi
B)	Serum hastalığı
C)	Arthus reaksiyonu
D)	Otoimmün hemolitik anemi
[bookmark: _GoBack]E)	Stevens-Johnson sendromu
Doğru cevap:  A değil D olmalı
Mikroorganizmalara ya da normalde insanlara özgü olmayan antijenlere karşı gelişen IgM ve IgG yapılı antikorların insanlardaki benzer antijenleri barındıran hücre ve yapılara bağlanması sonucunda ortaya çıkan otoimmünitelere tip ll ADR (sitotoksik tip) denir.
Bunun en tipik örneği ise otoimmün hemolitik anemidir.
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YDUS İç Hastalıkları 77. Soru
	Aşağıdaki antineoplastik ilaçların hangisinde yan etki olarak alopesi beklenmez?
A)	Topotekan
B)	Siklofosfamid
C)	Paklitaksel
D)	Fluorourasil
E)	Doksorubisin
Doğru cevap: YOK
Alopesi yapmayan antineoplastik ajan sorgulanmıştır. Fakat tüm şıklarda yer alan ajanlar alopesiye neden olabilmektedir. Alopesi beklenmeyen şık olarak Fluorourasil verilmiştir, fakat textbooklar incelendiğinde alopesiye neden olduğu yazmaktadır. 
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Abeloff's Clinical Oncology, 5th Edition Sayfa 651-652
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Measurement of Gas Exchange « DIFFUSING CAPACITY (D1,,)  This test uses
a small (and safe) amount of carbon monoxide (CO) to measure gas
exchange across the alveolar membrane during a 10-sec breath hold.
CO in exhaled breath is analyzed to determine the quantity of CO
crossing the alveolar membrane and combining with hemoglobin in
red blood cells. This “single-breath diffusing capacity” (Dr_) value
increases with the surface area available for diffusion and the amount
of hemoglobin within the capillaries, and it varies inversely with alveo-
lar membrane thickness. Thus, D, decreases in diseases that thicken
or destroy alveolar membranes (e.g., pulmonary fibrosis, emphysema),
curtail the pulmonary vasculature (e.g. pulmonary hypertension),
or reduce alveolar capillary hemoglobin (e.g, anemia). Single-breath
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@ DIFFUSING CAPACITY

The single-breath diffusing capacity for carbon monoxide (DLco) is the most
common clinically used measure of the gas exchange capacity of the lungs.
“The maneuver for messurement of D10 requires breathing out o the resid-
wal volume and then quickly inbaling a mixture of gas ith  known concen-
tration of an inert gas (e.g, helium or neon) plus & small concentration of
carbon monoxide. Afe nhaling o total lung capaciy, the patient holds his
or her breath for 10 seconds, during which time the heliam or other tracer
gas mixes with other gases occupying the total lung capacity while the carbon
‘monoxide is absorbed from the alveolar spaces because of the strong afinity
of hemoglobin for carbon monoxide. After a 10-second breath-hold, the
remaining gas mixture is exhaled. The concentration of inert tracer is used to
calulate the volume of the lungs (alveolar volume); the concenteation of
carbon monoxide s used to calculate the absorption of carbon menoxide in
‘volume per minute per unit of pressure (mL/min + mm Hg).

A normal value for DL is generll interpreted as indicative of normal
g1 exchange, which requies a normal pulmonary gas-exchangin surfce,
normalcapillary blood volume, and  relatively homogeneous. regional
ventilaton:perfusion relationships. A low Do i indicative of mpaired gas
exchange. In obstructive disorders (Chapters 87 and 88), impaired gas
exchange occurs most commonly in patients with emphysema as opposed o
asthma. In restrictive disorders, it s seen most commonly in the presence of
intersital disorders. Patents with pulmonary vascula disorders may have
restriction or normal lung mechanics (Chapter 92). An isolated reduction in
D1co (i, in association with normal total lung capacity, vital capacity, and.
FEV,) can indicate a pulmonary vascular disorder but is more commonly
seen'in association with pulmonary fibrosis (Chapter 92), emphysema
(Chapter 88), or a combination of the two.
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Pulmonary Vascular Obstruction

The changes in Dicy in the setting of pulmonary vascular
obstruction can be complex. making it diflcult to make a
straightforward diagnosis. 1f_pulmonary capillaries are
occluded, single-breath Dico is decreased. ™ In the presence
of precapillary vascular obstruction. with the obstruction
upstream of the capillaries, the single-breath Dic, may be
decreased. normal,"”” or even increased, depending on
the effect on pulmonary capillary blood volume. The capil-
lary blood volume in turn depends on the relationship
between pulmonary arterial pressure, pulmonary venous
pressure (or lef atrial pressure), and bronchial collateral
blood flow. For example, bronchial arterial pressure may
distend capillaries via collateral channels 5o that, even if
pulmonary arteries are obstructed. a normal Di, may be
maintained. In our laboratory, every patient with pulmo-
nary vascular obstruction who had decreased single-breath
Diy had a decreased pulmonary capillary blood volume.

Finally, capillary distention may vary in different parts of
the lung (Fig. 25-16). According to the model of the zones
of lung perfusion presented by West and colleagues,
at the lower zone at the lung base, capillaries are distended
by pulmonary arterial and pulmonary venous pressurcs.
Even i the pulmonary arteries are obstructed. the
fes are distended by pulmonary venous pressurc
Dicy is maintained. Dico is decreased in this zone if the
capillaries are occluded or if pulmonary venous pressure
is decreased.
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In the middle zone of the lung, capillaries are distended
by pulmonary arterial pressure only: they are not affected
by pulmonary venous pressure. Di, would be decreased by
pulmonary vascular obstruction alone: however, Dicy
would be normal if the obstruction led to an increase in
pulmonary arterial pressure that then distended apical cap-
illares that were not perfused previously. In addition, the
Dicy would increase if the pulmonary venous pressure
increased, as long as the pulmonary capillaries remained
patent despite pulmonary artery occlusion in this zone.

In the upper zone at the lung apex. pulmonary capillaries
may be nondistended because Paly exceeds both pulmonary
arterial and venous pressures (assuming the lung is ever in
this condition). In this situation. obstruction of pulmonary
arteries would not affeet Dicy. Changes in Palv would affect
the analysis of the test and thus might affect Diy”" In
conclusion, a decreased Di, may support the diagnosis of
pulmonary vascular obstruction, but a normal Dicy does
ot rule out this diagnosis.**
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Figure 2516 Theoretical model showing the effect of pulmonary arteril pressure (PPA) and pulmonary venous pressure (PP on pulmonary
capillres a different levels of the lungs. The magnitucde of P or P s ndicated by the height o the flud columns. For simplity, the pressure n
lveol (Pah is assumed to be equal to atmospheric prssure. Single-breath carbon monoxide difusing capacity (D i iven n arbiary unts indicating
the relatve contribution of various zonis o the lung. A, I the control sate at the bottom of the lung, both PpA and P re greater than Palv, and both
Kkeep the capillries open. Inthe midle zone, P s greater than Pal and PFY, so P holds capilaris open. The exact anatomy ofcapillaie in the zone
in which Pal s greater than Pev is unknown in the diagram, the compressed seament at the end of the capilryis meant o sugesta Starlng resistor
ffect) I the upper zone,Pa i greaer han PPkt PP, and capilaresare “colapsec.” B, When arteialinflow s occludec o the lower zone (ndicated
by red ol sphere), PPV i reater than Pal, <0 the capilaie in his zone remain distended and DLy s unchanged. C, When arteial inflo to the middle
zone s occluded, Pay i greater than Pey and capilaies i thi aea are collapsed, <o there 3 decresse i DD, Whe arteralinflow tothe upper zone
is occuded, the capilares are aready collapsed, 5o thereis no change in Dic. &, When areral inflows 1 the lower and midelie zones are occluded
simultaneously,capilaies in the midcle zone may callapse. However, f P increass,capilaie in the upper zone may become distende,
result may be o change n DL, Under these circumstances, f o alsoncreases F), Di, may actualy ncrease. (\odifid fom Nace 4, Gold
H Early chagnosis of chyonic pumonary vascular obstruction: value of pulmonary function tests Am /od 44:16.25, 1968)
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JZYICETTRTY VARIANTS OF CONGENITAL ADRENAL HYPERPLASIA

Variant Gene
21-Hydroxyiase deficiency (210HD) ~ CYP21A2

11-Hydroxylase deficiency (110HD) ~ CYPI181

17a Hydroxylase deficiency (170HD) ~ CYPIZA1

3B Hydroxysteroid dehydrogenase HSD382
deficiency (3bHSDD)

P450 oxidoreductase deficiency (ORD) POR

Impact on Steroid Synthesis
Glucocorticoid deficiency, mineralocorticoid
deficiency, adrenal androgen excess
Glucocorticoid deficiency, mineralocorticod
excess, adrenal androgen excess
(Glucocorticoid deficency), mineralocorticoid
excess, androgen deficiency

Glucocorticoid deficiency, (mineralocorticoid
deficiency), adrenal androgen excess
Glucocorticoid deficiency, (mineralocarticoid
excess), androgen deficiency, skeletal malfor
‘mations

in Serum (and Urine)
17-Hydroxyprogesterane, 21-deoxycortisol (pregnane-
triol, 17-hydroxypregnanalone, pregnanetrioione)
11-Deaxycortisal, 11-deoxycorticosterane (tetranydro
11-deoxycortiso, tetrahydro-11-deoxycorticosterone)
11-Deoxycorticasterane, corticosterone, pregnenclone,
progesterone (tetrahydro-11-deoxycarticosterone, tetra-
hydrocorticosterone, pregnenediol, pregnanediol)

17-Hydroxypregnanolone (pregnanetriol)

Pregnenclone, progesterone, 17-hydroxyprogesterone
(pregnanediol, pregnanetriol)
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Disorders of Androgen Synthesis

LR R Testis Female,ambiguous or  Leydig cel hypoplasia
micropenis
DHCR? R Testis - Varizble Smith-Lemli-Opitz syndrome: coarse facies, second-

third toe syndactyly,failure to thrive, developmental
delay,cardiac and visceral abnormalities

st AR Testis Female or ambiguous  Congenital ipoid adrenal hyperplasia (primary adrenal
failure)

cvenial R Testis - Ambiguous Primary adrenal failure

HSD32 AR Testis - Ambiguous CAH, primary adrenal falure  saltoss, partial andro-
genization due to T DHEA

ez AR Testis. - Female or ambiguous  CAH, hypertension due to T corticosterone and
T1-deoxycorticosterone, except in isolated 17,20-yase
deficiency

cvasa R Testis Ambiguous ‘Apparent isolated 17,20-yase deficiency; methemogio
binemia

PoR R Testis Ambiguous or male  Mixed features of 21-hydroxylase deficiency and

17a-hydroryiase/17,20-yase deficiency, sometimes
‘associated with Antley-Bixler craniosynostosis

HSD1783 AR Testis Female or ambiguous  Partial androgenization at puberty, T androstenedione-
totestosterone ratio
SRDSA2 AR Testis Ambiguous or Partial androgenization at puberty, T testosterone-to-
micropenis dihydrotestosterane ratio
AKRIC2 R Testis Female or ambiguous  Decreased fetal DHT production
(ARICH)
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17a-Hydroxylase Deficiency

Approximately 150 cases of 17a-hydroxylase deficiency
have been reported.**#* Mutations within the CYP17A1
gene resultin failure to synthesize cortisol (17a-hydroxylase
activity), adrenal androgens (17,20-lyase activity), and
gonadal steroids (Fig. 15-38). Therefore, in contrast to
21- and 11p-hydroxylase deficiencies, 17a-hydroxylase
deficiency results in_adrenal and gonadal insufficiency
and causes 46,XY DSD. A single enzyme is expressed in
the adrenal and the gonads and possesses both 170-
hydroxylation and 17,20-lyase activities, but rare patients
with isolated deficiency in the hydroxylation of 17-OHP or
17,20-lyase deficiency have been reported.* Loss of nega-
tive feedback results in increased secretion of steroids prox-
imal to the block, and mineralocorticoid synthesis is
enhanced. Corticosterone has weaker glucocorticoid activ-
ity than cortisol, but corticosterone excess generally pre-
vents adrenal crises. Accumulation of corticosterone and

steroi cau: oss of 17,
results in 46,XY DSD; this manifests as undervirilization in
male newborns and primary amenorthea in 46,XX indi-
viduals. There is lack of pubertal development due to
hypergonadotropic hypogonadism in both sexes. '

The 170-hydroxylase enzyme is a microsomal cyto-
chrome P450 type If enzyme that requires electron transfer
from NADPH via POR for catalytic activity.2* For efficient
catalysis of the 17,20-lyase reaction, the CYP17A1-POR
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Type I Hypersensitivity Reactions

Type 11 hypersensitivity reactions (Fig. 46-2) are caused by chemical modi-
fication of cell surface or matrix-associated antigens that generates “foreign”
epitopes to which the immune system is not tolerant. B cells respond to this
antigenic challenge by producing IgG, which binds to these modified cells
and renders them susceptible to destruction through complement activation,
phagocytosis, and antibody-dependent cytotoxicity.

“This phenomenon is seen clinically when drugs interact with blood con-
stituents and alter their cellular antigens. Hemolytic anemia caused by
immune mediated destruction of erythrocytes (Chapter 163) and thrombo-
cytopenia caused by destruction of platelets {Chapter 175); both type I
hypersensitivity reactions, are adverse effects of certain drugs. Chemically
reactive drug molecules bind covalently to the surface of red cells or platelets
creating new epitopes that in a small subset of individuals are recognized as
foreign antigens by the immune system and stimulate production of IgVEand
IgG antibodies reactive with the conjugate of drug and cell surface protein:
Penicillin-specific IgG binds to penicillin-modified proteins-on-red blood
cells and triggers activation of the complement cascade. Activation of com=
plement components C1 through C3 results in covalent binding of C35 16
the red cell membrane and renders circulating red cells susceptible to phage-
cytosis by FcyR and complement receptor-bearing: macrophages in the
spleen or liver. Activation of complement companents CI through-C9 and
formation of the membrane attack complex cause intravascular-BSiS=oE
red cells. The factors that predispose only some people fo drug-induced:

pe T hypersensitivity reactiony are unknown. Peniciliin, gl
and methyldopa have been associated with hemolytic anemisand 8
cylopenia this mechanism. Another example i hepann:
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hﬁmm antigens within tissue or binding to
l antigens cause local inflammatory damage through FoyR
m mechanisms. Pemphigus vulgaris (Chapter 447) is a

serious ing disease that results from a loss of adhesion between kerati-
nocytes caused by autoantibodies against the extracellular portions of des-
‘moglein 3, an intercellular adhesion structure of epidermal keratinocytes.
Another example of a type II hypersensitivity reaction is Goodpasture’s
disease (Chapter 123), in which antibodies against the oi,-chain of type IV
<ollagen (the collagen in basement membranes) are deposited in glomeralar  described in patients injected with:
and lung basement membrane. Tissue-bound autoantibodies activate mono-  ment of bacterial infections. In general, s
- ©ytes, neatrophils, and basophils through FcyRs, initiating release of prote-  tion of large quantities of a soluble
ases, reactive oxidants, cytokines, and prostaglandins. Local activation of fever, rash, urticaria, arthritis, and glo
complement, particularly CSa, recruits and activates inflammatory cells  tions become evident 7 to 10 days after
and amplifies fissue injury. Neighboring cells are lysed by assembly of bodies are generated against the fo
‘membrane atfack complex or by FcyR-initiated, antibody-dependent  with these circulating antigens, Imm
Eytotoxicity. vessels, where they activate phagocytes:

Autoantibodies against cell surface receptors produce disease by stimulat-  spread tissue injury and clinical
ing or blocking ‘receptor function. In myasthenia gravis (Chapter 430),  and resolve after the antigen is cleared.
toantibodies against the acetylcholine receptors on skeletal muscle cells A syndrome similar o serum si
the réceptor and induce its internalization and degradation in lyso-  which pathogens persist in the
reducing the efficiency of neuromuscular transmission and causing — acute bacterial endocarditis (CI
miuscle weakness. In contrast, Graves disease {Chapter 233) is  but fails to eliminate the infecting mi
d by autoantibodies that act as agonists, Autoantibodies to erating new antigens, immune |

ing hotmone receptors bind the receptor, mimicking the  deposited in small blood ve

ucin thytold hormone overproduction, disrupting feed. — skin, kidney, and nerve,

causing hyperthyroldism. may be assoclated
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factor p53 is thought to play a crucial role in initiating apopross in
anagen cffuvium-type CIA,” because CIA does not develop in mice
lacking p53 when they are treated with cyclophosphamide.”’ Fas and
kit have also been implicated. The duration of time until recovery,
hair regrowth, and hair repigmentation appears to be dependent on
the therapeutic dose and the degree of follicular dystrophy:*” Because
the permanent pool of stem cells in the follicle is unaffected by most
chemotherapy agents, CIA is typically reversible. "

Another mechanism for cytotoxic CIA is telogen efftuvium, a type
of hair loss that occurs when a greater proportion of anagen hairs
transition into the catagen/tclogen phase simultaneously. Hair shed-
ding 3 to 4 months after the initial drug exposure is characteristic
of persons with telogen effluvium because the duration of the
catagen/telogen hair phases last approximately 3 to 4 months. Agents
thar frequently lead to telogen cffluvium include methotrexate,
5-fuorouracil, and retinoids.” The remainder of this section will
discuss anagen cffuvium-type CIA.

Epidemiology

The incidence of CIA is unclear given the lack of standardized
grading scales or large cpidemiological studies.” However, certain
drugs are more commonly associated with CIA, including cyclophos-
phamide (an alkylating agent), bleomycin and dactinomycin (antiru-

mor antibiotics), doxorubicin (an anthracycline), irinotecan and
topotecan (topoisomerase inhibitors), and docetaxel and paclitaxel
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le 4-2 Chemotherapy-Iinduced Alopecia Grading Scale and Proposed Treatment Algorithm

Grade/Severity Treatment
0 Prevention:
= Counseling
~ Discuss anticipated alopecia
~ Evaluate anticipated reaction and consider preemptive
psychological evaluation
~ Provide list of resources for camouflage preemptively
= Not routinely recommended: Scalp cooling, AS100, scalp tourniquet

1=MILD TO MODERATE = Hair loss <50% of normal = Acknowledge hair loss and inguire about coping mechanisms
- = Not obvious from a distance (onlyon  ® Continue to offer support and resources
close inspection) Camouflage:
® Adifferent hairstyle may be needed  ® Wigs (synthetic vs. human)
to cover hair loss = Cotton scarves or turbans

Does not require a wig or hairpiece  Acceleration of hair regrowth:
= Consider minoxidil 2%, twice a day, for the duration of and after
chemotherapy

= Hair loss of 250% of normal = Same as above
= Readily apparent to others
= Awig or hair piece is necessary if

complete camouflage is desi
= Associated with psychosoci

impact

~ Cyclophosphamide
~ Ifosfamide
~ Etoposide
Infrequer
~ Vincristine
~ Vinblastine

Data from Balagula Y, Rosen ST, Lacouture ME. The emergence of supportive oncodermatology: the study of dermatologic adverse events to cancer therapies. J Am Acad
Dermatol 2011;65(3):624-35 and Krause K, Foitzik K.Biology of the hair ollice:the basics. Serin Cutan Med Surg 2006:25(1)2-10.
* Common Terminology Criteria for Adverse Events.
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National

Comprehensive ' NCCN Guidelines Version 2.2016

Cancer
Network®

. Breast Cancer Table of Contents
Invasive Breast Cancer Discussion

SURVEILLANCE/FOLLOW-UP

« History and physical exam 1-4 times per year as clinically appropriate for 5 y, then annually
« Periodic screening for changes in family history and referral to genetic counseling as indicated
« Educate, monitor, and refer for lymphedema management
« Mammography every 12 mo™™
« Routine imaging of reconstructed breast is not indicated
+In the absence of clinical signs and symptoms suggestive of recurrent disease, there is no indication for
laboratory or imaging studies for metastases screening See Recurrent
«Women on tamoxifen: annual gynecologic assessment every 12 mo if uterus present Disease
+ Women on an aromatase inhibitor or who experience ovarian failure secondary to treatment should have (BINV-17)
monitoring of bone health with a bone mineral density determination at baseline and periodically thereafter™
« Assess and encourage adherence to adjuvant endocrine therapy
« Evidence suggests that active lifestyle, healthy diet, limited alcohol intake, and achieving and maintaining an
ideal body weight (20-25 BMI) may lead to optimal breast cancer outcomes
NCCN





image2.tiff
TABLE 79.22 Sl
o

‘Recommended for Routine Surveilisnce.

Historylphysial examination Every 310 6 mo for the frst 3y, every 610 12moy 4 and 5, sanualy therestter
Memmograshy Acrusly, begining o eare than 6 mo ahe radaton therapy

Breast sof examination A8 women shoud be counseled to perform morthly.

Pelvc examington Aonuay

Coordnation of care Continuty of care with breast cancer spaciakst and appropriate ather hesth care provders
Not Recommended for Routine Surveillance

Routne biood tests ‘Complete biood cel count and Iver function tests are not recommended

Imagng stes Chest raciograph, bons scans, ver urssound, computed tomography scans,

fuorodeoyglucoseposivon emssion tomarapty scans, and beast magnetic
foscnance imagng are not recommended for routine breast cancer surveiance

Tumor markers Cancer antigen 153, 2729, and carcinosmbeyonic antigen s not recommended

Advpred rom Knatcharesson JL WGl AC, ST, ot o Amasican Sosety of Cirscal Oncology 2008 updste of th breastcance flowup 400 manwpement
‘Guceines n the adunant seng. ./ Cn Oncol 2008.24:5091-6097





