region-specific, such as envenomations from snakes, spiders,
caterpillars, and bees; infectious causes such as malaria and
leptospirosis; and crush injuries and resultant rhabdomyolysis from
earthquakes. In developing countries, resources to diagnose and
manage AKI are often limited.

The causes of AKI have traditionally been divided into three broad
categories: prerenal azotemia, intrinsic renal parenchymal disease,
and postrenal obstruction (Fig. 310-1).
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FIGURE 310-1 Classification of the major causes of acute kidney injury. ACE-
|, angiotensin-converting enzyme inhibitor-l; ARB, angiotensin receptor blocker;
NSAIDs, nonsteroidal anti-inflammatory drugs; PPI, proton pump inhibitors; TTP-
HUS, thrombotic thrombocytopenic purpura—hemolytic-uremic syndrome.

PRERENAL AZOTEMIA
Prerenal azotemia (from “azo,” meaning nitrogen, and “-emia,”
meaning in the blood) is the most common form of AKI. It is the
designation for a rise in SCr or BUN concentration due to inadequate
renal plasma flow and intraglomerular hydrostatic pressure to



