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TABLE 24.2 Major Systemic Effects of Chronic Et Consumption

Liver Steatosis
Alcoholic hepatitis
Cirrhosis
Liver cancer

CV system Alcoholic cardiomyopathy

Cardiac arrhythmias
Hypertension
CNS Wernicke—Korsakoff syndrome
Dementia
Tolerance, dependence, and withdrawal

Gl system Esophagitis
Gastritis
Malabsorption
Pancreatitis
Cancer of mouth, pharynx, esophagus
Endocrnne and metabolic systems Hypoglycemia
Alcoholic ketoacidosis
Hypomagnesemia
Hypokalemia
Malnutrition
Gynecomastia
Menstrual cycle abnormalities

Reproductive system Hypogonadism
Impotence
Infertility
Hematologic system Iron, folate, B, - deficiency anemias
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SIX STAGES OF ALCOHOL INTOXICATION el B

Physical and mental impairments suffered by a -
person as alcohol consumption increases. COMA Unconscious, depressed

0.35% to reflexes, incontinence,
0.50% possible death

Hypoglycemia

Small pupils STUPOR Unable to stand or walk, vomiting,

0.25% to 0.40% does not respond to stimuli

* CONFUSION Disorientation, emotional, slurred speech,
0.18% to 0.30% blurry vision, more tolerant of pain

r  EXCITEMENT Loss of judgment, impaired perception,
0.09% to 0.25% memory; loss of vision, drowsiness

EUPHORIA Diminished attention, judgment and control,
0.03% to 0.12% decreased inhibitions, loss of efficiency, talkative

SOBRIETY 0.01% to 0.05% Behavior nearly normal
0% 0.1% 0.2% 0.3% 0.4%
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Alcohol Withdrawal Timeline

1. Anxiety, insomnia, nausea, & abdominal pain

2: High blood pressure, increased body temp...

Last Drink 3: Hallucinations, fever, seizures, & agitation

Stage Starts: Stage 1 Stage 2 Stage 3 If not treated
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Does not prevent
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MECHANISM OF ACTION

METHANOL
OCULAR FORMALDEHYDE
TOXICITY
} T INHIBITION OF MITOCHONDRIAI RESPIRATION |
| INCREASED FORMIC ACID TOXICITY = FORMIC
ACID
CIRCULATORY
J' FAILURE ‘j
TISSUE
HYPOXIA ACIDOSIS | ACI]DOSI*S”**
| - TLACTIC ACID I l
PRODUCTION Early stage

of poisoning

GENERAL TOXICITY
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