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BEPETEHOBMA- MELWKOBMAHAA MELLKOBWAHAA N Bepe-  NCeBao-
Had aHeBpU3Ma  aHeBpu3ma TEHOBUAHAA aHEBPU3MA aHEBPU3Ma




ATepocKnepo3 cocyaoB HUXHUX
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[VIIEPTPODHA

W3MeHeHHs  XapaKTepHbIe VA TPETeH CTATHH
THTTETOHHHECKOH OOMEHH H  THITETEHBHBHBIX KDH30B

[MATMHOS

Puc. 1

OUEPHHOMTHEIL — TEMOPPATHHU

JEBOTO KEIYIOUKA KIYBOUKOB [IOUKY HEKPO3 APTEPHOI
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«OcTpas  oyaroBas  MIEMMYecKkas  AMCTPOdMS MI/IOKap,EI,aM
pa3BMBaEeTCs B rnepBble 6-18 YacoB nocrie ocTpon nwemumn
E_I/'IFldsa'pKT MUOKapaa — WLWEeMUYEeCKUMM HEeKpo3 pasBMBaeTCs B
TeyeHue 18-24 yaca oT Ha4ana nwemMunu:

A) nepBUYHbIN

b) peunansupyowmin, pasBnuBaloLLMNCA B TeYEHME 6 Hed. nocre
npeabiayuero

B) noBTOpHbLIKM, pasBMBalOWMNCA COycTa 6 Hed. nocne .
npeabliayLuLero.

[lo nokanusauuu:

*nHPapKT nepenHen cteHkn JDK, BepxyLlKn N nepegHnx otaenos
MKT1( 40-50%)

* H(papkT 3agHen cteHkn JIK (30-40%)

*60koBOM cTeHKM JIXK (15-20%)

amyparnbHbIN MHJApPKT,
scyOanunkapgmanbHbIl MHGAPKT,

*TpaHCMYyparsibHbI NHAPKT

Il XpoHnyeckasa UBC (XUBC):

*[10CTMHMAPKTHBLIN KPYNMHOOYAroBbI KApAWUOCKI1ePO3
2. Ondoy3HbIN MenkoovaroBbiv KapamMocKiepos



Fig. 1.19 Anterior my fial infarcts E

{ECG or EKG) of a male, aged 42 years, who camplained of a
sudden onsat of severe chast pan, The ECG shows changes of
an acute antenor myccarda inarclion, i.e. G waves and
elevaled ST sagments in the amerior chest laads V2-V5. He died
3 days later,

Fig. 1.20 Electrocardiogram M/S0. Normal lor comparisan.

Fig. 1.21 R t anterior myocardial infarction caused by
thrombosis of the antenor descending branch of the left
coronary anery, This is the haan from the patient in Fgure 1.19.
The upper surface of the heart jantenor surface} shows blotchy
reddening of the epicarcium. This Is coverad by 3 fine, fbrinous
axudate,

Fig. 1.22 Trarswverse 50cton through the left ventricie naar the
apax of the heart illustrated in Figure 1.27. { shows some
thinning and softening of the ventricle wall, with the formation of
thrombus on the endocardial surface.

Fig. 1.23 The next transvearss saction through the left ventricie.
I folows the secbon demonstrated n Figure 1,22

CARDIOVASCULAR SYSTEM




CARDIOVASCULAR SYSTEM
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Fig. .24

Fig. 1.25 Recent thrombosis of the right coronary artery

causing complete occiusion of the vessel. M40, Ccdusion of
this artary causes a postenor myocardial nfarction, The

coronary arery shows severe atherosclerosis. This specimen is

nfarction. The patient pressntad with severs chast pan, Tha
from ancther case.

ECG shows Q waves ard elevated ST segments in leads |1, IN
and AVF. Rec procal changes are present in the antenor chest

leads V2-V6,

Fig. 1.24 Electrocardiogram. M/75. Postenor myccandad

Fig. 1.25
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CARDIOVASCULAR SYSTEM

Fig. 1.28

Fig. 1.28 Haemopericardium, =50, This resufted from
rupture of an anerclatersl myocardal infarction 7 days after the
onset of chest pain,

Fig. 1.26 Posterior my dial inf Slices of the
vantncles from just distal to the mradl vaive feorm the heart of the
patient in Figure 1.27. The pale ares of myocardial mfarction can
be ssen involving the inferior [pasteriorn) partion of the kaft
vantncie. The muscle is necrotic, as can be seen from its
appearance. The adjacent poction of the rterventncutar septum
has also been mmwoived n tha infarction.

Fig. 1.30 Posterior myocardial infarction. Th= s a closer
wview of the mudd e sice from Figure 1.2%8. & shows the features
of tha acute nfarction and a site of perforation through the
myocardium. The posterior papsllary muscie, 1o which the
chordae tendinaae of the postenor lsafiet of the metral valve are
attached, is included in the infarct on. When this occurs the
postenor laafiet No longer functions and mitral nocompatence
OCours.

Fig. 1.29

Fig. 1.30
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CARDIOVASCULAR SYSTEM

Fig. 1.53 Ball thrombus in the left atrium. M55, This 2 a
compication of mitral s1enosis ana auncular Soallation, and & source of
pevipharal emboli; howaver, In this case thare appews to be very little
abnormaity of the mitral vahea,

Fig. 1.54 Thrombus in the left aur [} pendage. F/A5.
Thrombus at this site is a complication of auricular librilation, and may be
a sowce of perpheral emboll

Fig. 1.55 Vegetations on the mitral vaive in subacute bacterial
endocarditis. M/'41. These ane also a sowrce of perpheral embok.

=

Fg. 153 a 3 b s Fig 1.54
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Fig 1.51

Fig. 1.51 Mitral valve stenosis. F/57 The vave is viewed
froem the grossly diated it srium. The Cusps ame thickensd and
adherert, and the orifice = greatly reduces ir diameter. The
pabent had had acute Meumabic fever « childhcod. This was 8
cammaon, late compication of acute raumalic fever bedona the
introduction of pendlin to treat tonsilitis and other infections
caused by the [-hasmolytic streptococcus. Mitral vahatomy
[Bpitling the stenosed vahe cusps with a biade sttachwo 0 a
surgean’s ndex finger) was ane of the first intracardiac
operations padormad Dy Cardiac Surpacns in the 1850s,

Fig. 1.52 Aortic stenosis. M/76. The valve cuspe are
thickenad, adherent and calcfied. This s a <lightly less common
long-term complcation of acute rheumatc fever than mitral
stencals, but in this case there was No histary of previous
Meumnatic fever.
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KpoBousnusaHue mo3sr ( rematoma)



Uwemunyeckmnn nHdapkt mosra(1), 2- kucra




NERVOUS SYSTEM

Fig. 11.66
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Fig. 11.87

Fig. 11.66 Pontine haemorrhage. F/42. Hypertension.

Fig. 11.87 Intracerebellar haemorrhage. M/B2.
Hypertension. This is the least common type of hypertensive
haemorrhage.

Fig. 11.68 Acute gastric erosions. M/57. A wel recognized
compication of infracerebral haemorrhage.

Fig. 11.68



Fig. 11.69

Fig. 11.69 Multiple haemorrhages through both
hemispheres. F/16. The patient had acute myeloblastic
leukemia and died as a result of a bleeding diathesis. The fact
that the haemaorrhages are multiple indicates a bleeding disorder
rather than rupture of a major vessel. These two brain slices
follow in soquence, the upper one first. They are both viewed
from the antesior aspect.

Fig. 11.70 Haemorrhage into the spinal cord. M/G1. This
resulted from a road traffic accdent.

Fig. 11.70

NERVOUS SYSTEM
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NERVOUS SYSTEM

Fig. 11.74

Fig. 11.74 Large unruptured aneurysm of the basilar
artery, an incidental finding. F/61. In th's photograph the
pons and bran stem (medulla oblongata) are viewsd in situ as
the brain was being removed during postmortem examination.
At the top of the photograph one sees the optic nerves (A)
anterior to the optic chiasm (which has bean removed). The third
nerves (8) are presant lateral to the middle cerebral arteries. The
thin fourth nerve (C) can be seen on the left side beneath the
third nerve, The fifth nerve (D) can be seen on the right side
beneath the dura mater on the surface of the petrous temporal
bone {E). The middle cerebral arteries (F) are lateral 10 the
pitultary fossa. The bone of the posterior surface of the pituitary
fossa torms the clivus and extends downwards into the foramen
magrum. The brain stem (medulla cblongata) extends into the
foramen magnasm and becomes the spinal cord. The aneurysm
= in the basilar artery, which runs on the anterior surface of the
pons, On the right side of the photograph the seventh (arger)
and eighth {srmaller) nerves (G) are passing into the patrous
temporal bone. The onigin of the thick ffth nerve from the middle
of the pons (H) can De seen on the left side of the photograph.
The ninth, tenth, eleventh and twelfth nerves (I} arise from the
brain stem and can be seen in the foramen magnum on the nght
side of the photograph.

260

Refer to Figure 11.71. Here we see the first (olfactory) nervas
{J) on the inferior surface of the medial portion of the frontal
lobes. These nerves end in a bulb - the offactory bulb. This is
better seen in the nerve on the right of the photograph. The optic
nerve and optic chiasm can be ssen (K. Immediately behind the
optic nerve is the stalk of the pituitary gland (L). Through the hole
in the leptomeninges the twe mamiliary bodies can be seen. The
begnmings of the two midale cerebral arteries from the
terminations of the internal carotid arteries can be seen (M). The
third nerves can be seen passing on the medial side of the
cerebral peduncle (N). The thin fourth nerve can be seen passing
on the lateral surface of the cercbral peduncle on the left side of
the photograph. The right sixth nerve (O) can be seen arising
from the lower border of the pons in Figure 11.83. The third,
fourth and sixth nerves pass anteniorly in the lateral wall of the
caverncus sinus, and thence to the orbit, it is easy to
understand how the nerves can be stretched whenever there is
raised intracranal pressure, and compressed by an anseurysm or
a tumour in their course from the brain stem to the points where
they exit the skull,




NERVOUS SYSTEM

Fig. 11.27 Caerebral infarction. M/80. Recent infarction in the
distribution of the right middie cerebral artery whach could have
been caused by thrombosis at any of the sites illustrated in
Figures 11,24 to 11,26. There is haemorrhage into the anterior
porticn of the infarct and the temporal lobe s soft and swollen,
as can be seen by comparing 't with the left temporal lobe

Fig. 11.28 Vertical section of brain showing
haemorrhagic infarction in the distribution of the right
middle cerebral artery. M/48.

Fig. 11.27




Fig. 11.63

Fig. 11.61 Normal brain. Shce of brain showing the norma
internal deep cerabral veins running between the head of the
caudate nucleus and the thalamus. Can you identify all the
anatomical structures in this slice of brain?

Fig. 11.62 Deep cerebral vein thrombosis. F/3. Infarction
of white matter in both hemispheres in the region of the intermal
capsules resulting from thwombaosis of branches of the deep
cerebral veins. This ocowrred during an episode of hypotension
following open heart surgery.

Fig. 11.63 Extradural haemorrhage. M/16. Thiz resulted
from rupture of the right middie meningeal artery folowing a
head inury. The classic history in such cases is: injury; quckly
becomes unconscious; recovery (apparently normal) an hour or
s0 later; unconscious again.

Fig. 11.64 Subdural haemorrhage resulting from rupture
of veins following a head injury. M/3.

Fig. 11,65 Intracerebral haemorrhage. M/50. Hypertension.
Death followed a few hours after the sudden onset of
unconsciousnass, Haemorrhage fills the third and both lateral
ventricles. The insert is a CT scan of this patient taken on
admission to hospital It shows the haemorrhage.

Fig. 11.64

Fig. 11.65

NERVOUS SYSTEM




