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(A Straube, U Buttner: Neuronal Control of Eye Movements, Neuroophthalmology,
Karaer. 2007)



Diagnosztika — kiegeszito elja
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az agyl vénas keringesi zavarok eseteibern

thrombosis sinus lateralis

Septicus sinus . (CT, MR T2, MR AG)

cavernosus =
thrombosis

thrombosis
vena opthalmica superior

%

empty delta
sign - CT A

G Nagy Zs és mtsai: Az agyi sinus thrombosisok non-invaziv képalkoté
diagnosztikaja. ldeggy Sz 2009;62(34):113-118.)
Walsh & Hoyt’s: Clinical Neuro-Ophthalmogy Vol 2.

~(Ed. NR Miller, NJ Newman) 2005. 45., p.2427-2465.
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Topografia — klinikai jelek révé
az agyi vénas keringési zavarok eseteiben

thrombosis a latéopalyarends szemfenéki jelek

thrombosis a s. lateralis-, s. sag oedema papillae
thrombosis a si osusban, 1 diplopia (n.I11.,1V.,VIL.)
koponyaiiri 1 s jelei vé
tralis szemmozgaszava +/- oedema papillae+/- stasis a
ban, chemosis, exophthalmus, etc.




akut fazis: megtartott
A latasfunkciok, obscuratio
Lataspanaszok,
SeSmitingiess kronikus fazis: progressziv
latasromlas

akut fazis: megtartott

krénikus fazis: csokkend
értéki

Latétérdefek ,hagy vakfolt” szindréoma

kétoldali

szemmozgaszavar, akut
fazisban fejfajas, émelygés,
héanyinger, fokalis
neurolégiai jelek

megtartott pupillomotoros
reflexek, nincs anisocoria
(kivétel: a koponyatiri
nyomasfokozaodas a ITI.
agyideg paresisét okozza)

novekvé mértéki (+5-6D)
papillaoedema,
peripapillaris vérzések,
exsudatumok, retina
redézottsége

Retinavénak thrombosisa

»vizfiiggony”/AF**/ latasa

lasstiibb de progressziv
vizusvesztés és a térlatas
egyoldali romlasa

akut fazis:egyoldali
térlataszavar

kronikus szakasz: centralis
latasromlas (masodlagos
maculopathia)

agthrombosis:
quadrantépia

torzsthrombosis: “nagy
vakfolt” szindroma

egyoldali, tarsszem
érintettsége gyakori

vascularis encephalopathia
(kezeletlen hypertonia,
ACI*** atherosclerosisa,
cardialis
mikroembolisatio)

afferens pupillomotoros
laesio: Marcus-
Gunn+1<+2<+3 tiinet

markans papillaoedema
(+3-4 D), csikolt vérzések a
vénak mentén a perifériaig,
exsudatumok,
maculopathia
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Differencial
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Pseudooedema papillae o.u.
szemfenéki angiografia , MR:(negativ.
(18 éves ferfi)
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DIl Friedman: Papilledema. IIHP. Vol.1. Ch.5. p.237-393.

In:Walsh & Hoyt’s: Clinical Neuro-Ophthajmogy
Vol 2.(Ed. NR Miller, NJ Newman) 2005.



Table 45.1
Causes of Cerebral Venous Thrombosis

Abnormalities of the Blood
Hereditary thrombophilias
Factor V Leiden mutation (150-157,441,442)

G20210A-prothrombin gene mutation (158,441,443,444)

Homocystinemia (1,161)
Antithrombin III (162,163)
Protein S (148,164,165,445,447)
Protein C (148,152,163,448,449)
Sickle cell disease (165)
Elevated factor VIII (176)
Acquired Coagulopathies
Hematologic conditions
Leukemia (450)
Lymphoma (148,451)
Essential thrombocytosis (21,452,453)
Polycythemia (4,454)
Anticardiolipin antibodies (1,16,150,159,160,455)
Paroxysmal nocturnal hemoglobinuria (456)
Cryofibrinogenemia (457)
Malignancy (458,459)
Gynecologic conditions
Pregnancy (148)
Postpartum (148)
Oral contraceptives (6,460-462)
Metabolic derangements
Nephrotic syndrome (463)
Thyrotoxicosis (464,465)
High altitude (457)
Inflammatory diseases
Ulcerative colitis (466)
Crohn’s disease (467,468)
Multiple sclerosis (469)
Medications
Danazol (470)
Tamoxifen (471)
L-asparaginase (472)
IVIg (473)
Androgens (474)
Epoetin-a (475,476)
Ovarian hyperstimulation syndrome (268,270)
Heparin-induced thrombocytopenia (477)

Abnormalities of Flow

Compression
Meningioma (21,228,478-480)
Glomus tumor (21,148)
Lymphoma (21,148,451)
Metastasis (21,481,482)

Intravenous catheterization (22,219,244,255-258,262)

Dehydration (163)
Congenital heart disease (163,483)
Congestive heart failure (4,484)
Persistent pulmonary hypertension (163)
Dural arteriovenous malformation (148,485)
Abnormalities of the Vessel Wall
Local infection
Trauma (4,17,486—488)
Surgical
Neck dissection (21,22,228,231)
Ligation (21,22)
AVM embolization (21,489,490)
Vasculitis
Behget’s disease (21,491-494)
Sarcoidosis (495)
Wegener’s granulomatosis (148,496)
Systemic lupus erythematosus (148,497)
Carcinomatous infiltration (5,6)

Table 45.2
Laboratory Evaluation for Patients with Suspected

Hypercoagulable State

Inherited thrombophilias

Antithrombin ITT

Protein S and C

Activated protein C resistance (factor V Leiden
mutation)

Prothrombin gene mutation

Homocysteine

Antiphospholipid antibodies (anticardiolipin antibodies
and lupus anticoagulants)

Sickle cell disease

Acquired prothrombin states

Complete blood count with platelets
Prothrombin/partial thromboplastin
Fibrinogen

Serum protein electrophoresis
Renal function tests, proteinuria
Cryoglobulins

Search for malignancy

Marie-Germaine Bousser: Cerebral Venous Thrombosis:

Nothing, Heparin or Local Thrombolysis?
Stroke 1999;30;481-483.
Valerie Purvin: Venous Occlusive Disease.

In:Walsh & Hoyt’s: Clinical Neuro-Ophthalmogy, Vol2.
(N. R. Miller, N. J. Newman)
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Prognosis of cerebral vein and dural sinus thrombosis:
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Na-heparin inj. vagy

o dozis: iv.bolusban: 80 1 Cél: APTT > 2X
o majd 18 IU/tskg/o6ra (~1 000

vérzeési és alvadasi ido kontro
klinikum alaku

: Cerebral Venous Thrombosis: Nothing, Heparin or Local
thrombolysis? Stroke 1999;30;481-483.

et al. Prognosis of cerebral vein and dural sinus thrombosis:
Results of the International Study on Cerebral Vein and Dural Sinus Thrombosis ( )
Stroke 2004:35:664-70.
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