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Sunum Plant

 Lenfatik sistem ? Hangi organlar
* Anamnez

« Semptom/Fizik muayene

* Tani

* Olgularda LAP
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Lymph Node

Lymphatic vessel
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Peyer’s Patche
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Yag emilimi

Konak defansi

Mucosa-associated lymphatic tissue (MALT)

https://nurseslabs.com/lymphatic-system-anatomy-physiology/



Lenfadenopati (LAP) %

* Lenfadenit ;
Akut veya kronik inflamasyonu

* Lenfadenopati ;
Lenf nodlarinin her tirli biyidmesi

v'Lokalize = tek alanda tutulum

v’ Jeneralize =2 >2 farkl alanda tutulum



LAP- Ozellikler

Preauricular nodes:
Drain scalp, skin

Differential diagnosis:
Scalp infections,
mycobacterial infection

Malignancies:

Skin neoplasm, lymphomas,
head and neck squamous
cell carcinomas

Posterior cervical nodes:
Drain scalp, neck, upper
thoracic skin

Differential diagnosis:
Same as preauricular nodes

Supraclavicular nodes:
Drain gastrointestinal tract,
genitourinary tract, pulmonary

Differential diagnosis:
Thyroid/laryngeal disease,

mvcohacterial/fiinaal infectinns

Submandibular nodes:
Drain oral cavity

Differential diagnosis:
Mononucleosis, upper
respiratory infection,
mycobacterial infection,
toxoplasma, cytomegalovirus,
dental disease, rubella
Malignancies:

Squamous cell carcinoma

of the head and neck,
lymphomas, leukemias

Anterior cervical nodes:
Drain larynx, tongue,
oropharynx, anterior neck

Differential diagnosis:
Same as submandibular nodes

v Lokalizasyon BoyuT Hareket, Nitelik

(1s1 artigi, kizariklik, endurasyon, agri,

v Slre ?

sertlik, birlesme egilimi vs)

www.aafp.org/afp



Lenf nodlarinin anatomik dagilim
alanlart

Periferik lenf nodu
alanlari
Oksipital

Pre-postaurikiler
On-arka servikal
Submental-submandibdiler
Supraklavikdler
Aksiller-epitroklear
Inguinal-femoral-popliteal

Derin lenf nodu
alanlar

« Mediastinal
« Intraabdominal
— Mezenterik
— Paraaortik
— Perivaskiiler
— Retfroperitoneal
— Splenik
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LAP:;

Generalize

v Fa
>2 cm

v
o1 Agrisiz, sert, hareketsiz
Yizeyel olmayan

< 2 yas veya > 50 yas

2-4 haftadir (+)

cm)

uler
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LAP-Anamnez ‘o
o 40 yas ve lzerinde;
v Yag, cinsiv  Aciklanamayan LAP'in % 4'i malignite

v Meslek 40 yas altinda bu oran % 0,4’

v Yasadigi ortam
(kirsal alan ?, kimyasal maruziyeti ?)

v Hayvan temasi, Bocek/kene vb i1sirig
v’ Seyahat hikayesi

v Alkol/sigara kullanimi



LAP-Anamnez
v TB hikayesi

v’ Cerrahi girisim/travma oykiisi
v' Asi veya dis tedavisi yapilip yapiimadigi

v Tlag kullanimi

(allopurinol, kaptopril, karbamazepin,
fenitoin, penisilinler, TMP-SXT kinin, vb)

v Cinsel yasami

v  Aile 6ykisu



LAP- Semptom/FM

v Eslik eden semptom
(halsizlik, ates, kilo kaybi, gece terlemesi vb )

v'Hepatomegali ve/veya splenomeqgali
v'Eklem tutulumu

v'Deri dokiintisu



Unexplained Lymphadenopatl
Evaluation and Differential Di

HEIDI L. GADDEY, MD, and ANGELA M. RIEGEL, DO, Ehrling Bergquist Fami
Table 1. MIAMI Mnemonic for Differential Diagnosis
of Lymphadenopathy

MIAMI

v'Stafilokoklar
v'Streptokoklar

v' Tuberkiloz @

v/ l ||IaﬂQVI’\I

lignancies
0si sarcom emias, lymphomas, metastases, skin neoplasms
c. S(D

cterial: b
infections

FiveTe LAP’ lerin >2/3 infeksiyoz orjinlidir;

Granuloma
histoplasn

Viral: adeng

— Viral, bakteriyel enfeksiyonlar 6n

Other: fung

j;ﬂf;[" plandadir...

Permatomy

J

stemic |
@cellane rusual conditions
ngiofollicd ph node hyperplasia (Castleman disease), histiocytosis,
awasaki se, Kikuchi lymphadenitis, Kimura disease, sarcoidosis

v Toksoplazmoz

"ogenic causes
Uledications, serum sickness

Information from references 2 and 3.

www.aafp.org/afp




3 Viral

Immunolojik hast. (RA, JRA, ! Egy CMV. HSV. VZV,
L/ Ilac reaks. (difenilhidantoin, hic HIV, Rubella, Rubeola
karbamazepine, allopt

Sarkoidozis

Primer biliyer sit
Hipertiroidi

Silikon benzeri yabanc

O Bakteriyel
Stafilokoklar
Streptokoklar
Bruselloz
Tiberkiloz

Reaktif Atipik mikobakteriler

— Enfeksiyoz Q Fungal

. Histoplasmosis,
— Non-enfeksiyo Coccidiomycosis

Fnfl : Q Paraziter
InfllTr,'aT'f Toksoplasmosis
— Malugn Leishmaniasis
— Benign

O Ricketsial-Chlamydial



LAP ayirici tanisi

e Reaktif
— Enfeksiyoz

— Non-enfeksiyoz
*  Madlign sebepler
e Infiltratif — Metastatik solid organ kanserler:i
— Hematolojik maligniteler

— Malign

— Benign * Benign sebepler

— Lipid depo hastaliklari
— Amiloidoz
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LAP @

e | parameters

Malignite igin risk faktorleri
TABLE 2. Results of multivariate analysis of malignancy
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1.039

Variables o) OR 95% CI for OR
Lower Upper

* . Gender 0.003*  3.099 1444  6.375
Age 0.002* 1.029 1.010 1.049
Neck level (level V) 0.031% 2.604 1.093 6.200
Duration 0.048* 0.989 0.978 1.000
Size 0.739 0.829 1.303

S 37 =4

kaybi, hepatosplenomegali)



LAP - Tani

* Tam Kan sayimi

Periferik yayma

Sedimentasyon hizi

C-reaktif protein

Karaciger ve bobrek fonksiyon testleri
(AST, ALT, GGT, LDH, Ca, P, Urik asit)



LAP - Tani

« Kiltdr ; Bogaz kiiltird

Serolojik test
EBV, CMV, Toksoplazmoz, HIV

Molekiiler test (Konak 6zelligi ???)

Gorintileme; Direkt grafi, BT, MR,US PET

Biopsi ; Ince igne aspirasyonu / Eksizyonel



Olgu 1

18 yasinda, Ogrenci
" Ates
« Halsizlik ‘§

*Bogaz Agnsi

* Lenfadenopati — \ /




Olgu 1 - Anamnez

* Bir haftadir halsizlik, kas agrilari olan hastanin 3
gﬂndﬂr agrilari ar’rmlg, yakinmalarina bogaz agrisi,
oyunda fislik ve bas agrist eklenmis. Hasta
ateginin oldugunu fakat 6l¢medigini ve Duocid ve
Parol alinca biraz azaldigini, sonra tekrar oldugunu
ifade ediyor. Ancak bugiin de viicudunda yaygin
dokuntileri oldugunu ve bu nedenle basvurdugunu
soyluyor.

- Ozgegmis; 2 ay once hepatit A tanisi ile izlenmig

« Soygegmis; Anne HT, kardesler ve baba saglikli



Olgu 1 - Fizik Baki

* Ates ;38.8 °C
* Nabiz; 98/ritmik/dk
* Solunum sayisi; 16/dk

* Farenks hafif hiperemik, tonsiller
hipertrofik

 Servikal bélgede yaygin, mobil, en buytgu 0,5
cm agrisiz palpasyona duyarl, hafif sert LAP

 Kc kot kavsinde ele geliyor
* Dalak palpe edilemiyor.




Olgu 1 - Laboratuvar

* Hemogram; Hb 16 g/dI
Hct % 44
Plt; 320 000/uL
WBC; 23 000/mm3
(% 49 PNL, % 40 lenfosit, % 10 monosit, % 1 gozinofil,
7 14 atipik lenfosit)

Downey Hiicresi (Virosit);
lenfositten blyik, bazofilik,
lobiile-centikli nukleuslu,
sitoplazmasi genis, gevsek
kromatinli, kenarlar: kivrik
atipik lenfosit

« ESR; 32 mm/saat CRP
BUN; 20 mg/dI AKS

ALP: 212 U/L AST: 4¢



Olgu 1 - Laboratuvar

Bogaz Kiiltird; Normal flora bak. lredi
Mono spot ; pozitif
Paul Bunnel testi 1/20 pozitif

Anti CMV IgM negatif
Anti CMV Ig6 pozitif

Anti toksoplazma IgM pozitif
Anti toksoplazma IgG pozitif

Anti VCA IgM pozitif
Anti VCA IgG pozitif



Kalis siiresi Pozitiflik (%)
VCA IgM Semptomlarla (+) 4-8 hf 100
VCA IgG Semptomlarla (+) | Yasam boyu 100
Anti-EA (D) 0-4 hf 3-6 ay 70

Nazofarenks

CA (+)
Anti-EA (R) 2 hf- 2 ay 2 ay - 3 yil | Reaktivasyonda

(+)
Anti-EBNA 3-4 hafta sonra | Yasam boyu 100
Anti-S ¢ozinidr | 3-4 hafta sonra | Yasam boyu 100

AbB birlestirici
Ab




Olgu 2
v' 36 yasinda, Doktor

v' 39 C ates ve aksillada sislik LAP ?
v" 10 gin sonra - istahsizlik, kusma, ishal, ates

v 40 gin dizensiz - KAM, Levofloksasin ve
sefalosporin kullanimi

v Hayvan maruziyeti, seyahat yok

v' Benzer sikayeti olan yok



Olgu 2
Fizik bakida;

Genel durumu iyi, ates 39°C

Sag aksiller bélgede mobil, agrisiz, 3x2cm LAP
Diger sistem muayeneleri dogal

CMV, EBV, HBV, HCV, HAV, Toksoplazma, negatif
Brucella spp, Salmonella spp tireme yok

Romotolojik marker negatif



Olgu 2

Laboratory findings

In admission

Leukocyte count

Hemoglobin

Platelet

C-reactive protein

Erythrocyte sedimentation rate
Aspartate aminotransferase
Alanine aminotransferase
Lactic dehydrogenase
Creatinin
Albumin

3400
10.5
203 000
144
55
84
52
185
0.79
2.7

~

Reference range

4000 - 10300/mm’

12 -16 gr/dL

156 000 - 373 000/ uL
0.1 -8.2 mg/L

0 - 20 mm/hr
5-34U/L

0-55U/L

125 - 243 U/L

0.6 - 1.1 mg/dL
3.5-5g/dL



Olgu 2

Toraks & Batin BT;

Parakaval En biiyiigii 1,5 cm
Paraaortik a yaygin LAP

Internal iliak zincir

Splenomegali (+)

EKO negatif

Fundus muayenesi: Vaskiilit ?



Olgu 2

» 7. gun - Aksiller eksizyonel biopsi
» 13. glin - jeneralize tonik klonik nobet
« Nobet kontroli (+)

* Acil beyin BT , MR



Ensefalit ?
TBC ?
ADEM ?

+

Sphenoid
sinusta
aspergilloma

Asiklovir (+)

Figure 2. Transverse FLAIR-weighted image shows areas

of high signal in the medial temporal lobes and pons (arrows).
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Cerebrospinal fluid: W
Glucose 49 - > 40 mglif. 3
Protein 61 - 15 - 45 mg/dL™
Cell count 40 neutrophilic . 1-10 cells/ mm’
IgG 366 3 6.3 - 33.5 mg/L
Albumin 718 3 100 -300 mg /L
IgG index 0.66 . 0.3-0.7

v Oligoklonal bant negatif;
v HSV,VZV, Enterovirus, Adenovirus, TBC PCR negatif
v' 14, gin - genel durumda ve bozulma apneik solunum

v Noroloji kons. ~ADEM ? Prednisolon 1 gr/giin 5 giin

v Hasta YBU alindi.



Figure 1. A: Karryorrhectic debris, histiocytes, and lymphoid cells are seen in the necrotic areas.
x400, Hematoxylin and Eosin staining. B: Numerous MPO positive histiocytes are revealed in the
necrotic area. x400, MPO

Aksiller LAP- Nekrotizan Kikuchi-Fujimato hastalig




Olgu 2

v’ Prednisolon tedavisinin 3. gliniinde dramatik diizelme
v" Asiklovir tedavisi pulse steroid siresince (10 glin) devam
v' Hasta stabilize - endoskopik sinus girigimi

Insidental sfenoid sinus aspergillomas
A fumigatus (+) ve 2 hafta antifungal tedavi

v’ Steroid tedavisi 3 ay



[NTERNAL @ MEDICINE

0 CASE REPORT 0 L

A Case of Fever of Unknown Origin: Co-existence
of Kikuchi-Fujimoto Disease and Acute Disseminated
Encephalomyelitis (ADEM)

Bes yil izlem - sorun yok

Vildan Avkan-Oguz', Nur Yapar', Serkan Ozakbas’, Kubra Demir-Onder', Eray Aktas',
Sema Alp-Cavus', Sermin Ozkal’, Suleyman Men* and Aydanur Kargi’

Abstract

It is believed that viral infections and the hyperimmune reaction due to these infections are involved in the
etiology of Kikuchi-Fujimoto Disease (KFD), a rare cause of fever of unknown origin. Axillary lymphadeno-
pathy and neurologic involvement are rare in KFD. We present a patient diagnosed with KFD histopathologi-
cally during an investigation of the origin of fever and axillary lymphadenopathy. Subsequently, incidental si-
nus aspergilloma was diagnosed radiologically in the patient and acute disseminated encephalitis developed
during follow-up. This report aims to draw attention to the co-existence of KFD and Acute Disseminated En-
cephalomyelitis, two diseases of which the origins are not clear.

Key words: fever of unknown origin (FUO), Kikuchi-Fujimoto disease, histiocytic necrotizing lymphadenitis,
acute disseminated encephalomyelitis (ADEM)

(Inter Med 49: 1823-1826, 2010)
(DOI: 10.2169/internalmedicine.49.3633)
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Dumas G, et al. Medicine 2014;93:372-382
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History Oo‘L ¢
Physical examination

$/
£
m
=
Diagnostic /1_ <
(i.e. regional infection, viral 5

disease, malignancy, others) * Clinical suspicion needing confirmation ’

1IZMIR-1982

* Marked constitutional symptoms
* Size >2cm

= « wait and see attitude »
(until 21 days)

i 2

CBC with blood smear, CRP, LDH
PPD +/- IGRA test
Serology: HIV, EBV, CMV, Toxoplasmosis ¥

+/- according context: Clinical improvement ?

serology (syphilis, Brucellosis, Tularemia, catch scratch
disease, others), ANA e

» Chest radiography (CT-scan, abdominal echography or +
FDG-CT if necessary)

N

l Follow
patient

Contributive ?

N N

* Treat condition * Fine-needle aspiration (cytology and microbiology)
» Consider specific testing if * Biopsy (for pathology and microbiology with culture for
required Mycobacterium)

Consider:

- NHL/HL

- Metastatic cancer

- Tuberculosis/atypical mycobacteria

- SKE, still disease, sarcoidosis

- Drugs

= $FD Dumas G, et al. Medjcine 2014;93:372-382
1

- Kimura’'s disease




Unilateral Lymphadenopathy After st O
COVID-19 VVaccination: A Practical

M  Moderna ilk doz Aksiller LAP- % 10.2
A ikinci doz % 14.2

Con
. BioNTech ? r
Reports of unilateral Recommendations =TT T T o
axi"aw Document vaccination information on intake forms and have Oneril GmGCI ‘)7
I this information available to the interpreting radiologist t
ymphadenopathy =
(UAL) seen on ' . .
different imaging Hastada anks IYCTCYI
modalities after - ‘hi - : - Tini
D15 v Asinin - Tarihi - lokalizasyonu - Tipi azaltmak
are rising.
For patients with no other health concerns MGI 'ye.h GZGITmGk
Saglikli - Izlem ] @ Standart yaklagim
_ _ _Jnosis or
assess response to therapy SO runu y-o-ne.l.mek

Ve
Malignite tani ? Izlem? GORUNTULE 6 =Y g

J Am Coll Radiol 2021; 18:843-852
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