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Fig. 4.12 Virchow’s triad in thrombosis. Endothelial integrity is the most
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the balance in favor of thrombosis. Abnormal blood flow (stasis or turbu-
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O Renal- | GFR - { urine output sphincters failure of *sodium purnp y Efxof potassium
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Toxic substances enter circulation
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S (69l Wb el 0ol SLE yowl 3929 4 comw a5 cle ,a :SHOCK Management

Monitoring
Overall goal: Blood pressure (s JLé O
increase O, delivery Heart rate u}g Cuy (o]
decrease demand Respiratory rate Gus_ﬁ ) o)
IO ooy Urine output B8 &isr sl ©
Blood CBC ©O
Qa nt Pulse- oximetry ©
ECG O
u/S,CT,X-ray ©
Sedation/analgesia || 1 Blood

pressure

Principles of Resuscitation L>1 48

O A: Airway
O patent upper airway
O B: Breathing
O adequate ventilation and oxygenation
O C: Circulation
O placement of adequate IV access
O cardiac function
O oxygenation

Fluid Therapy in Shock &ute L SL& (5 905
O Crystalloid Solutions
O Normal saline gadbs Jw 5
O Ringers Lactate solution <UsSY A
O Hartmann’s solution o<i_la

O Colloid Solutions 5! &l
O Blood transfusion &s JUiil

Oxygen Carrying Capacity
O Only RBC contribute to oxygen carrying capacity (hemoglobin)
O Replacement with all other solutions will

O support volume
O Improve end organ perfusion
O Will Not provide additional oxygen carrying capacity

Dynamic Fluid Response
O Infusing 250-500ml of Fluid rapidly in 5 - 10 mts.
O Responders — Improvement
O Transient responders — revert back
O Non -responders

Vasopressors / Inotropic Drugs
O Vasopressors — Phenylephrine / NA
O Distributive shock states
O Septic shock / Neurogenic
O Inotropics - Dobutamine
O Cardiogenic shock / Severe septic shock
O Toincrease the cardiac output

Other Treatments & (s glai ,5%a
Correction of Acid — base balance
Steriods - Hydrocortisone
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Antibiotics

Catheterisation

Nasal 02 / Ventilatory support
Control of Pain

ICU — Critical care management
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O Systemic anaphylaxis: O Local anaphylaxis (Atopy):
- Food allergies

-- Acute asthma s Wial

B . -- Urticaria or (i) «i)a
-- Laryngeal edema &Y sl

. \ Hives S
-- Diarrhea J~ - Asthma i
- Urticaria (s « s -- Hay fever/ allergic rhinitis
-- Shock (Anaphylactic shock) <SLs <SSl
Typically follows oral administration pf -Wheal reaction: Local area
allergen as: Of erythema and edema due to
U E.g.: penicillin allergy s ! 5 Casliaa Intradermal injection of antigen in
ole sensitized individual.

O E.g.: bee sting allergy
O Antisera, Drugs, Hormonesgoseoss 519
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Chronic progressive
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DG = dendsite call; FLS = fibroblast-like 5,

Atlas And Axis
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Clinic =
Laboratory MW
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Laboratory results
= CBC mild anemia = Anti CCP 52 units/mL (normal
= Serum iron normal is < 16units/mL)
= Serum ferritin normal = RF mildly increased 1:80
s ANA 1:40 [ ] ESR -64 mm/hr
«  Anti DD DNA abs, SSA, = Urinalysis Normal
SSB, RNP, Smith all = Under the old Criteria NO!
negative! = Under the NEW —you bet!
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RA Treatment Recommendations:
Biologic DMARDs

Disease Duration <6 Mo (Mostly DMARD Naive)

Treatment

B Analgesic
B DMARDS

Nonblologic

DMARD: dise
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A 2016 ESTIMATED CANCER INCIDENCE BY SITE AND SEX* B 2016 ESTIMATED CANCER DEATHS BY SITE AND SEX
Men 841,390 Women 843,820 Men 314,290 Women 281,400
Melanoma 6% 3% Melanoma i 9
of the skin of the skin Brain 3% 2%  Brain
o w 0 9
Oral cavity 4% 6% Thyroid 'B‘:;gc::g /e 26% Lung and
Lung and 14% 13% Lung and o bronchus
bronchus bronchus Esopha:qus <Xt 14% Breast
Kidney 5% 29% Breast Liver 8% 3% Liver
Liver 3% 3% Kidney Pancreas 7% 7% Pancreas
Colon and 8% 3% Pancreas EREm ) 2 8% Colon and
rectum 8% Colon and rectum rectum
Urinary 7% rectum Iljrlg:ry g 4% Uterine corpus
bladder 7% Uterine corpus adder 5% Ovary
Prostate 8%
Prostate 21%

Leukemia 4% 3% Leukemia Leukemia 4% 4% Leukemia
Non-Hodgkin 5% 4% Non-Hodgkin Non-Hodgkin 4% 3% Non-Hodgkin
lymphoma lymphoma lymphoma lymphoma
All other sites 23% 21% All other sites All other sites 25% 24% All other sites
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Bone: Osteosarcoma

Fibrous tissue: Fibrosarcoma

Nerve sheath: Neurilemmosarcoma
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ail aisls s4>g by o Sz ST dndigestion or difficulty swallowing .5

Obvious change in wart or mole .6
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Smooth Dgas Q‘

muscle: Leiomyoma - a6l ‘) OMA
Fibrous tissue: Fibroma

Bone: Osteoma JL.A r‘*"‘S
Cartilage: Chondroma

Fat: Lipoma

Nerve: Neurofibroma

Nerve sheath: Neurilemmoma

s’ Blastoma, Lymphoma, Milanoma, teratoma .s s sg>g Lzl

Smooth muscle: Leiomyosarcoma

Cartilage: Chondrosarcoma

Liposarcoma
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Common prefixes used to name tumors General principles of naming tumors

PREFIX MEANING
oo Gland GENERAL TERM MEANING
Angio- Vessels (type not specified) Polyp, papilloma  Any benign tumor projecting from surface epithelium.
Chondro- Cartilage ___+oma(suffix) A benign tumor The prefix designates primary tissue of arigin.
Fibro- Fibrous tissue : " o
; Carcinoma Malignant tumor arising from surface, glandular, or

Hemangio- Blood vessels 4 : 3
T - ; parenchymal epithelium (but not endothelium or

JIENSNY VAIPIINEREES mesothelium).
Lipo- Fat = = =
Myo- VSR Sarcoma Malignant tumor of any primary tissue other than surface,
Neire: Narve glandular, and parenchymal epithelium.
Osteo- Bone Leukemia Neoplasm of blood cells.
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Fig. 7.16 Clinical features and karyotypes of Turner syndrome.
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