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Dear Editor,

Recently, Masterson et al. [1] reported that dyslipidemia

increases the risk of kidney stone formation. Interestingly,

in 2002 Khan et al. reported [2] that urolithic patients

excrete more lipids such as total cholesterol, triglycerides,

and some phospholipids [2]. The same study further sug-

gested that lipids modulate the calcium oxalate crystal

nucleation, aggregation and retention processes, which are

the important steps for kidney stone development [2].

On the other hand, the association of kidney stones and

subclinical carotid atherosclerosis has been observed in

young adults implying that renal lithogenesis and athero-

genesis share common pathophysiology both systemically

and on a cellular level [3], where oxalate would act as a

pro-atherogenic factor to increase the oxidative stress [2] as

seen in atherosclerosis patients [3]. Injury and retention

model explains the lithogenesis and atherogenesis [2, 3]. In

kidney stones, retention of calcium oxalate crystals occurs

in the injured urothelium, inducing accumulation of lipids,

proteinaceous materials, such as calcium-binding protein

and glycoproteins, which interact with crystals and mod-

ulate the nucleation and aggregation process leading to

stone formation [1]. Vascular cell injury and retention of

lipids in the arterial wall cause the atherosclerosis [3]. In

humans, all these processes take place over a long period of

time [2, 3] during which several metabolic changes occur

finally ending in lithogenesis and switching on atherogen-

esis, or vice versa.

Thus, even though patients have either kidney stone

alone or cardiovascular disease alone, it would be ideal for

physicians to screen for risk factors of both diseases peri-

odically. Metabolic changes can also be altered due to

transient food consumption. For example, it is well

accepted that oxalate and purine rich foods can lead to

hyperoxaluria and hyperuricosuria, respectively, while oil

rich food increases plasma cholesterol and triglycerides

levels. Hence, to avoid a false diagnosis, it would be better

to measure within different time frames. Further, identifi-

cation of drugs inhibiting both atherogenesis and litho-

genesis would enable the medical community to ease the

pain of patients and be economically conservative.
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