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®  Read the notes thoroughly, they are absolutely concise.
crisp & conceptual and hence it is best advised not to
add a lot of extra information to them as that will
dilute the quality.

= Images have been provided alongside to aid in better
understanding and also help you solve image-based
questions, these images have been specially picked by
the faculty so have a high probability of being asked

in exams.

= Notes are handwritten in a way to help make them
easier to retain, a lot of tables, graphs and algorithms
have been used to simplify the learning.

While reading notes try and use the CFAQ technique —

A. Use the C to denote concept part in the notes and ensure you are clear with this part in
the first go if not then it’s advisable to listen to this part of the video from your course.

B. Use the F To denotes facts in your notes, it is okay if you can’t remember them in first go
but will need repeat reading. But these facts are important for exams as they could be
integrated to clinical questions.

C. Use A to denote applied parts, this is how concepts and facts are asked indirectly in exams.
This will also help you develop MCQ solving skill.

D. Use Qto denote areas where faculty has said it’s a direct question or a PYQ or a potential
question.

This technique will help you summarize your notes In way that your second reading will become
easy and faster.

Active space has been provided with these notes to make your own annotations alongside and this
will help you maintain one single notebook for one subject.

Try and solve MCQs with every topic from DQB. Your goal should be to start with at least 30
MCQs every day and then increase to at least 50 MCQs every day. Also, when you do a topic wrong
write it alongside the notes that this topic needs to be read again but mark only the specific area
that you have done wrong not the whole topic.

After the topic is covered then in the active space try and summarize the topic in the form of mind
map. This will help in active recall and make your revision easier.
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Reversibie Cell injury
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Cell Death

Necrosis: Sequalae of irreversible cell injury, MC type of cell death

R
Always Pathological, Associated with inflammation , Pacstre C ATP not ch)
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Mechanism of apoptosis
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Feature Acute inflammation Chronic Inflammation
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2. Cellular Events
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Chronic inflammation

Causes:

1. Persistent infections

2. Hypersensitivity/ Autoimmune Disease

3. Prolonged exposure to toxins

Role of[macrophageslin Chronic inflammation

Chy
Bacterial products, - g g
alf Wi) » IL-13, IL-4

Classically activated macrophage MMWPWAhematwely activated macrophage

(M]) l MY

ROS, NO. lysosomal IL-1,1L-12,1L-23 vﬁrowth factors IL-10
enzymes Chemokines TGF—P TGF—P

Backmicedal l mﬂ:m—rlr_nﬁon F\‘bwziu’f A“hl cnﬂmﬂwﬂ\f

imess
Cutaneous Wound Healing A Spon"'mm

{ 13

Primary Intention ! Secondary intention Tertiary intention

t Ot Wwounds, , untrtaked d 681 Drlayed  Sutuving
e Gl | Zionurd w
gq,wf,ud W wounal inkovhon

lm uﬁdf@ 4! b woand Sine
G&'. Slem w; 'Hw

lm

Bdgus one  Cloud Bdges fax awaq Aka: Dy primany

Lo
o —QW mpve S0 -U.“ 0{ vaniow frdue

Mechanisms of Healing by primary intention

Scab e

o ;

Injury . PIOBeAtng — . = . tissue
Bi00¢ — Macrophage —a | fibrobiasts - _~——— Granulation
vasse! "\\ g‘ Neutrophil .4 ‘e— Fibroblast tissue



DAMS

o

1) Hemostatic Changes Fbwn Clot] - Stk -}lu) min = lpmpletd < 24 hy.
Pvin+ Plakdlets Juncken- 1) thop blicling 2) Guowth Juchore
(hrdk (wl Geivd)

2)I:‘ﬂ:;;:;“o‘ra CTgeng (‘,’ “'W '\’l‘l — M b\‘ ldw

nenvphge - St 1d max (3 doys .
M- to Chav dbis, BTART
M- Tapp (loaoth fadkort)

Basa| Eptthilded P\vl&[muf)iov\ thatts 1 doy

3) Proliferative Changes \) (gmptdu ‘2"3 dm{k

. Epithelial proliferation BNWW M Rl uhb “\d
I Frett Pu&t—ep u Cone lbﬂw 3 daqs

ol oy ome Rigenorakel by & days

B. Blood Vessel proliferation (granulation tissue) = ﬁﬂjﬂ)ﬁ U kis

Qiaﬁt? 3 '&WL@, max by 2 olasyt

Depesitson) Orosc ks
b-1 daup e

i TSIV POV ST

C. Fibroblast proliferation (s CUMM
ks

A NN

1 A
§ WA,
Ay £
Y [
L anmgal)
k]
—3 .

Tu m: I
mox (g by 3 werks TP
(rax Stav)  Shungth B lm
’ Remw\;""'gr;h;fem (ollggurvae. > 4 (ollagen (Tupe )
oy 1 ton bon Moy L dcar
okt - 3wuk -  Coropllia by |3 ool

Max St <, ©-40% ol eviginaf




DAMS

(04

Factors delaying wound healing

General factors

Local factors

1. Old age

2. Poor nutrition

3. NSAIDS, Steroids
4. Uncontrolled DM
5. Bleeding disorder
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