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Acute Uncomplicated Cystitis

{low risk of collateral damage)

« Trimethoprim/Sulfamethoxazole (if local resistance rates do not
exceed 20%)

 Fosfomycin (low risk of collateral damage)

« Pivmecillinam (NOT IN THE US)(extended spectrum penicillin)

* Fluoroquinolones (collateral damage)

« Beta-lactams generally have inferior efficacy and more adverse effects
than others and should be used with caution for uncomplicated
cystitis ot 17

* Amoxicillin or ampicillin should not be used for empiric treatment

Complicated Cystitis

 Treatment: v
« Fluoroquinolones (not moxifloxacin... why?)
« Achieve high levels in the urin spectrum and cover most organisms
/0ID: nitrofurantoin and fosfomyein(high prevalence of resistance)
« SMX/TMP: depends on local data used in diagnostic uncertainty regarding cystitis vs
early pyelonephritis
* Ceftriaxone
* Carbapenem (Especially if ESBL producing)
« Aminoglycoside
* Mild cystitis due to ESBL-producing E. coli and low suspicion for
pyelonephritis: nitrofurantoin and fosfomycin are ok but data is limited

* Gram + cocci (suggests enterococcal UTI): ampicillin or amoxicillin

ute Pyelonephritis Treatment

* Fluroquinolones
Trimethoprim/Sulfamethoxazole (if pathogen is known to be
susceptible)
« If susceptibility is unknown, consider 1 does of long acting
antimicrobial (like ceftriaxone) or 24 hr dose of aminoglycoside
* Women requiring hospitalization should be initially treated
with IV regimem(choice based on local resistance data)
* Fluoroquinolone OR P N
+ Aminoglycoside (with or without ampicillin) OR
* Cephalosporin (with or without an aminoglycoside)OR  ~
* Extended spectrum penicillin (with or without aminoglycoside) OR
* Carbapenem — alonc

In pregnant women

* Acute Cystitis

+ Beta-lactams (cefpodoxime, amoxicillin/clavulanate), nitrofurantoin (during
trimester), fosfomycin =

ophylaxis)can be postcoitally if suspected cause)

« Nitrofurantoin or cephalexin

* Acute Pyelonephritis
« Broad spectrum beta-lactams for empiric therapy of pyelonephritis
« Cefazolin or ceftriaxone was shown to be equivalent to ampicillin + gentamicin
« Meropenem, ertapenem, doripenem

* Possibly TMP/SMX if in 24 trimester (remember its effects on folic acid!!!
(antagonist]

studies limited)
* TMP/SMX or Fluoroquinolones . P Lm'l.
% * DO NOT USE beta-lactams or nitrofurantoin (fosfomycin has limited data) they
4 do notachieve reliable tissue conc tions and less effective for occult
prostatitis

« Uncomplicated Pyelonephritis: (same as women)

Acute Uncomplicated Cystitis Organisms

*Same in men and women

- Complicated = MEN § WOMEN

Flouvoguinolone S
AminoglycoNdcs

*Mostly gram — from normal flora of intestinal tract
*E. coli (75-95%)
* Proteus mirabilis
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NUTSHELL

Risk factors Complications
Diabetes mellitus
Hypertension
Acute kidney injury
Microalbuminuria or proteinuria
Overweight or obesity
Smoking, alcohol, and drug abuse

Anemia

Mineral and bone disease
Hypertension

Edema

Cardiovascular disease

Pharmacologic Drugs
ACE inhibitors or ARBs: considered first-line for strict blood pressure control

Vitamin D supplementation: for prevention and treatment of secondary
hyperparathyroidism

Erythropoietin: can be considered to manage anemia in patients with
Statins: used as cholesterol lowering therapy in patients with CKD

Dialysis: in patients with severe metabolic acidosis, hyperkalemia,
pericarditis, intractable volume overload.




