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Unit One

Fast Reading: Alzheimer’s Disease

Mental deterioration is by no means an inevitable consequence of aging, but it is common
enough to be a significant public-health problem. Experts estimate that 15 percent of persons over
age 65 have some mental impairment; of those, about 5 percent—more than a million—are so
seriously affected that they can no longer care for themselves. Approximately half of the 15 percent
have Alzheimer’s disease(C:&4-PE¥iR), a disorder that is marked by progressive deterioration of
memory, learning and judgment. No one knows its underlying cause, but some tantalizing(5 |4
ZL2) clues have been found.

For example, the brains of Alzheimer’s disease patients may contain 10 to 30 times the normal
amounts of aluminum(%7), which can be poisonous to nerve cells. And brain cells that normally
produce acetylcholine( Z Et/IHAS), a chemical released during transmission of nerve signals, seem
not to do it properly.

None of those clues have yet led to any accepted explanation or cure for the disease. But until
recently, many specialists considered the problem hopeless. Today scientists are pursuing each new
clue and a national organization, the Alzheimer’s Disease and Related Disorders Association Inc.
has been set up to promote research, educate, and exchange information and advice among families
of sufferers. Its address is 360 North Michigan Ave, Suite 601, Chicago, Ill. 60601.

Comprehension Exercise

Choose the best answers to the following questions.

1. Approximately how many persons over 65 in the United States are suffering from mental
deterioration?

A. More than a million. B. Definitely over 3 million.
C. About 2.5 million. D. The passage doesn’t say that.
2. According to the experts, how many of the older people have Alzheimer’s disease?
A. 3 million. B. 2 million.
C. Less than one million. D. About 1.5 million.

3. Alzheimer’s disease is definedas_ .
A. an inevitable consequence of aging
B. a significant public-health problem
C. amental disorder affecting memory, learning and judgment
D. a tantalizing clue
4. The Alzheimer’s Disease and Related Disorders Association Inc. is



A. in the state of Michigan B. in the city of Chicago
C. among families of the sufferers D. on Illinois Avenue
5. We can conclude from the report that_ .
A. scientists and specialists are divided in opinion that Alzheimer’s disease is incurable
B. aluminum and acetylcholine are of the same class of chemicals
C. mental impairment is an inevitable result of aging
D. we are still far away from a convincing explanation and workable cure for Alzheimer’s
disease

Intensive Reading: Acute Inflammation

This is the immediate and early response to an injurious agent and affects the vascular and
connective tissues adjacent to the injured cells. There are three major components in the process of
acute inflammation: increased blood flow (vasodilation), increased vascular permeability
(exudation) and egress of white blood cells into the injured tissue (emigration). These three
components are coordinated and interrelated by numerous chemical mediators produced or released
at the site of injury. Mediators include histamine, bradykinin, complement and many other
pharmacologically active substances. The emphasis in this section is on the morphological aspects
of the inflammatory process visible to the pathologist rather than on the pharmacological and
biochemical events.

Vasodilation

Vasodilation occurs directly after injury. The microvasculature at the site of injury becomes
dilated and filled with blood (hyperaemia). Blood flow through the dilated microvasculature is
initially rapid, but soon slows because a concomitant increase in vascular permeability and loss of
plasma water raises the viscosity of the blood. In the slowly moving blood the pattern of flow
changes. Red cells tend to clump in the centre of the vessel lumen and leucocytes assume a more
peripheral position near the vessel wall. This margination of leucocytes is an important initial step
in the emigration process. If flow becomes very slow, the blood may clot and form a thrombus.

Exudation

This is the increased passage of fluid and solutes, notably proteins, through the vessel wall.
The mechanisms leading to increased vascular permeability are complex and incompletely
understood. They include endothelial cell contraction or damage, the effects of mediators, local
haemodynamic forces and the osmotic effects of proteins escaping into interstitial tissue. The leak
of proteins is roughly in proportion to their molecular size. Albumin is in the greatest amount, but if
vascular permeability is extensive, large amounts of fibrinogen may leak out. Exudation is an
important local defence mechanism. The increase in interstitial fluid dilutes toxins, and proteins
such as globulins are effective in neutralizing agents like bacteria. This increased fluid is sometimes
called inflammatory oedema or simply oedema.



Emigration

Emigration of white blood cells, principally neutrophils and monocytes, is also an important
defence mechanism. These are phagocytic cells which engulf and digest foreign particulate matter
such as bacteria and the debris of dead cells. The emigration of leucocytes is an active process
which occurs in two stages. The cells stick to the endothelial surface (pavementing) and then
actively migrate through the gaps between the endothelial cells and into the tissue spaces. The
mechanism by which leucocytes stick to the endothelial cells is unknown. Emigration is an active
amoeboid process and once outside the vessel, neutrophils can move as fast as 20 pum per minute.
Monocytes, which differentiated into macrophages, move more slowly. Movement of leucocytes in
tissue spaces is polarized in the general direction of the site of injury. This process, known as
chemotaxis is mediated by various chemical attractants such as components of the complement,
kinin and clotting systems. Because neutrophils are in greater number in the circulating blood and
because they move faster than macrophages, the first phase of cellular infiltration into damaged
tissue is dominated by neutrophils. With the passage of time, macrophage numbers increase and
after 2 or 3 days macrophages outnumber neutrophils in most inflammations. In addition to
leucocyte emigration, red cells may burst through the vessel wall behind an exiting white cell. This
is a passive movement in contrast to energy-dependent white cell emigration and is termed
diapedesis (to walk between).

Variants

Whilst the major components of acute inflammation are present in all damaged tissue, the
proportions vary according to the nature, duration and extent of injury and to the nature of the
injured tissue itself. Qualifying terms may be used to specify the dominant features of the
inflammation. For example, serous exudates refer to the fluid blister after burns. Fibrinous exudates
occur in the peritoneal cavity of rats given ulcerogenic non-steroidal anti-inflammatories, and
haemorrhagic inflammation is a common local perivascular reaction to irritants injected
intravenously. Excess mucous secretion in an inflamed epithelium, such as the nose in common
colds is termed catarrhal inflammation.

Sequelae

Acute inflammation is the first step in a dynamic response to injury. The sequelae depend on
the nature and extent of injury. Resolution means the complete restoration of normal conditions
after the cause of the acute inflammation is removed. This occurs when there is minimal cell death
and tissue damage, rapid elimination of the causal agent, and local conditions favouring the removal
of fluid and debris by lymphatics and by phagocytosis.

New Words

1. inflammation /infle'meifn/n. &K%, RIiE
2. permeability /,pa:mia'biliti/ n. BiEME

3. vasodilation /iveizaudai'leifn/ n. &P 5Kk



4. exudation /.eksju:'deifn/ n. B H ()

5. egress /iigres/ n. AhHi; H

6. mediator /'mi:dieita/ n. /i

7. histamine /'histemi:n/ n. 41

8. bradykinin /breedi'kinin/ n. £Z ¥k

9. pharmacologically /fa:meka'lodzikali/ ad. Z4# (%)

10.
11.
12.
13.
14.
15.
16.
17.
18.
19.
20.
21.
22.
23.
24,
25.
26.
27.
28.
29.
30.
31.
32.
33.
34.
35.
36.
37.
38.
39.
40.
41,
42.
43.

4

morphological /moa:fa'lodzikal/ a. &%

pathologist /pa'8alad3ist/ n. & P 2% 5%

microvasculature /maikrau'veeskjuleitf s/ n. F{IL I REE
hyperaemia /.haipa'ri:mia/ n. 7¢I

concomitant /ken'komitent/ a. fERH1], AHEE
viscosity /vi'skositi/ n. ZhiFHE, itk

clump /klamp/ vi. (40 1) #E 45 ik

leucocyte /'lu:kasait/ n. 141 i

peripheral /pa'riferal/ a. J&ilLf, & K

thrombus /'Brombas/ n. Ifil ¥

endothelial /.enda'Oi:lial/ a. Y[

haemodynamic /hi:madai'nsemik/ a. Iz )12
osmotic /oz'matik/ a. &

interstitial /.inta'stifol/ a. RIS, [H) A

albumin /eel'bjurmin/n. HEH

fibrinogen /fai'brinadzen/ n. #F-4E 5 (R

globulin /'globjulin/ n. Bk H

oedema /i'dizma/ n. JKfif

neutrophil /'nju:trefil/ n. & a. WEHHEA0H; g PER
monocyte /'monasait/ n. FA% 40 il

phagocytic /feega'sitik/ a. #WEfE 1)

engulf /in'galf/ vt. 7%

particulate /pa'tikjulit/ n. ki

debris /debri:/ n. #/5

pavementing /'peivmantin/ n. 4iEE; HHATI ) H ] (S )
ameboid /o'mi:boid/ a. [k ELFE

macrophage /'meekrofeidz/ n. k4N i

polarise /'pauleraiz/ v. 1k, fwE(1L)

chemotaxis /.kemau'teeksis/ n. (k27 )katk, #atb 1k H]
complement /'komplimant/ n. kM4

infiltration /infil'treifn/ n. ¥

diapedesis /. daiopi'di:sis/ n. (&) diapedeses /. daiepi'di:siiz/ £L410i5 H
variant /'vearient/ n. A&k, Ak

serous /'siares/ a. K, IMIFE K



44,
45.
46.
47,
48.
49.
50.
51.
52.
53.
54,

55

56.
57.
58.
59.
60.

exudate /'eksjudeit/ n. BHY), BT

blister /'blista/ n. 7Kifd

fibrinous /faibrinas/ a. #F-4E& H11)

peritoneal /perita'nizal/ a. ML, FEJEE 1)
ulcerogenic /.Alserau'dzenik/ a. £t i7H)
non-steroidal /non'steraidl/ a. FEE[H EE (K]
hemorrhagic /hema'reed3zik/ a. i IfiLf¥]
perivascular /peri'veeskjula/ a. IfiL% J& )
intravenously /iintra'vi:nasli/ adv. i i ik
mucous /'mju:kes/ a. ZBI, Fh

secretion /si'kri:[n/n. 5

. epithelium /.epi'Bi:liam/ n. - f7

catarrhal /ka'ta:rel/ a. FAlfr), ik
sequela /si'kwela/ n. (&) sequelae /si'’kweli:/ 455, JGihE
resolution /ireza'lu: [ n/ n. (FEAEZE )R
lymphatic /lim'feetik/ a. & n. WRELE[1); R
phagocytosis /feegasai'tausis/ n. FWifE

Phrases and Expressions

o N o o B~ W DN

.adjacent to ARiT------

.visible to A JLeeeeee

. rather than T A~

.in proportionto 5------ L A5

. leak out ¥t

. stick to ZfPffFreeeee:

. differentiate into 734tk

.incontrastto Lo JERATEL, e RIE], BRI

Study & Practice

Part 1. Word Building
1. Memorize the following roots and suffixes.

A
1) vaso-/'veesau, 'veizoeu/ ( ) & 2) histo-, histio-/'hist(i)au/ 2%}
3) brady-/breedi/ 18, 1522 4) pharmaco-/'fa: makau/ 24, 242%
5) patho- /'pzeBau/ % 6) micro-/'maikrau/ />, 4ll, 1%
7) hyper-/'haips/ L%, #it, juidt, 8) leuc(k)o-/lju:kau/ [, 1401
9) h(a)emo-/'hi:mau, 'hemau/ Il 10) fibrino-/'faibrinau/ #f-4 & 1
11) neutro- /'nju:treu/ Pk, sz 12) mono-/'manau/ ., fi, Jl

13) peritoneo-/peri'teunizou/ &M, fEE



1)-algia /'zeld3ia/
3)-cyte /sait/ #iiy
5)-gen /d3en/ J5

7)-genesis /'dzenizsis/ Ak, K, KE

9)-in /in/ %

11)-kinesia /kai'ni:zisa/ i3]
13)-mania /'meinia/ 1T,
15)-osis /'ousis/ ¥, fE, S
17)-pnea /pniza/ IR

2)-blast /bleest/ Jifi-++- il Jitl
4)-emia /'i: mia/ IMLAE
6)-genic /'dzenik/ J5iff
8)-graphy /'greefi/ 1A
10)-itis /'aitis/ #

12)-lysis /'laisis/ %ifi#, KAk
14)-oma /'suma/ (i) ¥
16)-scopy /'skopil fEk:
18)-tonia /'teunia/ %7k

2. Use the roots and suffixes above or learned before to build the following words.

1) MR

2) M40

3) KEWRE

4) 2y

5) I 4K

6) sk AR

7) Mi%it%

8) 4=

9) JIfiL 4 o J

10) ZF4Ed AR

11) whdE i i

12) B

13) MG A

lINEE TS

LA I

IR A% 2%

2

FIRHLEE

AP M

KA

40 i

VSIS

YR A

Tk i s 2

AT

JRE %

3. Give the Chinese meaning of each word and then try to read them.

1) vasodialator

2) histoblast

3) bradycardia

4) pharmacotherapy

5) pathography

6) hyperkinesias

7) leuc(k)olysin

8) h(a)emogenic

9) fibrinogenemia

10) peritoneoalgia

vasoconstrictor

histiocytosis

bradykinesia

pharmacodiagnosis

patholysis

hypermyotonia

leuc(k)ogenesis

h(a)emocytology

fibrinogenolysis

peritoneoscopy

Part 1. Translate the following into English based on the text.

1. A A IE M

- YT R

2
3. Ja I SN ) A A
4. RYEK)H




40 1 1

TN

AR BEPT R 259

BT b Ut

- AR AE

10. H#H 1

Part I11. Fill in the blanks with the words below and then put them into Chinese with

© ®© N oo

your dictionary.

distinctive terms granulomas traditionally  seenin

inflammatory resembles tuberculoid restricted macrophages

Granuloma and granulomatous inflammation

These _1 are widely used with three different meanings. _2 they are used to describe a
chronic _3 lesion in the form of a mass with grossly _4 a tumour, hence the suffix —oma,
which is usually reserved for neoplasms.

Recently, especially in North America, granuloma has been _5 to lesions composed largely
of _6 , orrestricted still further to mean a collection of altered macrophages as _7  tuberculosis.
To avoid confusion it is wise to indicate this usage by terms such as macrophage granuloma,
epithelioid-cell granuloma or _8 granuloma.

Finally, a number of heterogeneous entities are called _9 —malignant granuloma of nose or
midline granuloma, Wegener’s granuloma and eosinophil granuloma of bone. These terms are _10
enough to avoid confusion.

Part IV. Translate the following sentences into English.
1 e PESAER S rh, MR R G0 ) 3l I AN [R] R R A0 o

2. JLF AT I A 51 R 2 AR AL AT R T8 1 AR I 2 S K 2B SRE (I I o

3. PURHES TLT AT 5 R ILFFS SR AN L, AT T B 3.

4. 5GEICE DTSRI LR KT BRI R 2RI JF HAR R A I FEE e 1.




5. fTVFZAHIL, AHZUN MR B A RN AE B33 iR, o Lot
F5E B R R T A 5 T [ 5 R o

Extensive Reading: Chronic Inflammation

Some types of inflammatory reaction are of much longer duration than those so far described,
persisting for weeks or months after the initial injury. Any prolonged inflammation is termed
chronic, the term referring solely to the duration of the inflammatory process.

There are two main types of chronic inflammation: chronic supervening on acute and chronic
ab initio, i.e. developing slowly with no initial acute phase.

Chronic Inflammation Supervening on Acute

This is almost always suppurative in type, and presents as a persistent discharge of pus from an
abscess which has ruptured or been drained surgically. There are two common causes of persistent
suppuration. The first is delay in evacuation of an abscess. If an abscess remains undrained, its
fibrous wall becomes progressively thicker and more rigid. When such a thick-walled abscess is
opened, pressure of adjacent tissues cannot collapse the cavity, and it can only be obliterated by
ingrowth of granulation tissue from its walls. If, due to inadequate drainage, pus stagnates within
the abscess cavity, residual bacteria may multiply and cause re-activation of the inflammatory
process. Chronic abscesses may be seen after delayed or inadequate drainage of an empyema
thoracis (suppurating pleurisy) or whenever an abscess forms in bone.

The second cause of persistent suppurating infection is the presence of foreign material within
the inflamed area. This may be dirt, cloth or wood, etc. driven in from outside, or a metal or plastic
prosthesis introduced by the surgeon. Indigestible dead tissue may also have an effect like a foreign
body. In a boil or carbuncle, substantial portions of dermal collagen may be killed by bacterial
toxins: dead collagen is broken down very slowly by lysosomal enzymes and may persist in the
abscess for a considerable time. A piece of dead bone (sequestrum) in osteomyelitis (infection of a
bone) is another example of a persistent endogenous “foreign body”. Why a foreign body within an
area of suppuration causes the infection to persist is not always clear, but it is a well-established
clinical observation that suppuration will continue until the foreign material is removed.

Chronic Inflammation ab initio

This type of response occurs after many types of injury. The injury may be physical, chemical,
such as the response to talc or asbestos, or may result from poor local circulation, as in the



ulceration of the leg often seen in association with varicose veins. Certain micro-organisms,
including those that cause tuberculosis, syphilis and leprosy, characteristically induce chronic
inflammation. In still other types of chronic inflammation, including rheumatoid arthritis, ulcerative
colitis and Crohn’s disease, the cause is not known but disturbances of immune mechanisms are
believed to play an important aetiological role.

The histological appearances of chronic inflammation vary widely with different causative
factors, but all types share the following morphological characteristics.

1. The reaction is usually more productive than exudative, i.e. formation of new fibrous tissue
is more prominent than exudation of fluid. Tuberculosis of joints, bones and serous cavities is
sometimes an exception to this generalization.

2. Destruction of tissue and resulting inflammation proceed at the same time as attempted
healing.

3. The cellular reaction is pleomorphic, various cell types being present in the inflamed tissues.

4. There may be suppuration and / or necrosis.

5. The microscopic appearances in most cases are non-specific, in the sense that they give no
indication of the cause of the condition.

Attempted healing occurs concurrently with tissue destruction and inflammation in all types of
chronic inflammation, but the topographical relationships of inflammation and repair vary. In a
chronic abscess and in many tuberculous lesions, the two processes are sharply separated. However,
healing and inflammation may intermingle to form a mass composed of inflammatory cells, areas of
granulation and fibrous tissue, and sometimes foci of necrosis or abscesses. Such a chronic
inflammatory mass is traditionally called a granuloma.

The many different cell types which may be present in areas of chronic inflammation include
neutrophil and eosinophil polymorphs, macrophages and their derivatives (epithelioid cells and
giant cells), plasma cells, lymphocytes and fibroblasts. The presence of a mixture of cell types is the
most characteristic histological feature of chronic inflammation.

In many cases of tuberculosis, the diagnosis can be suspected strongly from the histological
appearances alone, but there are dangerous pitfalls as several other conditions may give rise to
changes readily mistaken for tuberculosis. Moreover, in this regard tuberculosis is a most atypical
chronic inflammation. In most instances of acute or chronic inflammation it is not possible to
determine the precise cause from the histological appearances alone. It is true that suppurating
inflammation is virtually always caused by bacterial infection, but the particular bacteria
responsible cannot be deduced from the histological appearances. A firm diagnosis of the cause of
inflammatory lesions depends upon the recognition of a specific causative agent, or on some other
procedure such as serological tests for a specific infection.

New Words

1. supervene /isu:pa'viin/ v. mANEAE, B kA
2. abinitio /.zebi'nifiou/ MJITUH (371 1)
3. suppurative /'sapjuarativ/ a. £k I1), 1Lk



4. pus Ipas/ n. ik

5. abscess /'sebsis/ n. Jiit, 155

6. suppuration /.sapjua'reifn/n. fi, 1Lhk

7. evacuation /iveekju'eifn/ n. #1=, Hi=

8. granulation /igreenju'leif n/ n. Fikifk, PI%E
9. stagnate /'steegneit/ v. {5

10. residual /ri'zidjual/ a. #&43H

11. activation /.eekti'veifn/ n. &4k, WiEE
12. empyema /.empai'izma/ n. Bk,

13. thoracic /82:'reesik/ a. iy, M 1)

14. pleurisy /'pluarisi/ n. A58, Hif 5

15. prosthesis /'pros@isis/ n. Lz, B4

16. dermal /'de:mal/ a. JZHkI, TR 1

17. collagen /'kalad3zan/ n. )5, K

18. osteomyelitis /.ostioumais'laitis/ n. EH#fE K
19. endogenous /en'dodzinas/ a. 1)

20. varicose /'veerikaus/ a. ik Hh5k e, PR
21. syphilis /'sifilis/ n. H#§2f

22. leprosy /'leprasi/ n. X Jp

23. pleomorphic /.plize'moa:fik/ a. ZVYEN, ZIEEK
24. topographical /topa'greefikl/ a. JafE I
25. intermingle /inte'mingl/ a. &, BA, B4
26. granuloma /.,greenju’louma/ n. R ZF i

27. epithelioid /.epi'Bilioid/ a. | % FE ()

28. serological /.sire'lod3ikl/ a. i1
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