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Hyperuricemia is due to high levels of uric acid in the blood and is the main cause of

gout. A manifestation of gout is podagra, which is a painful condition of the big toe and was
first identified by the Egyptians in 2640 BC. In 460 BC, Hippocrates, the father of medicine,
referred to podagra as “the unwalkable disease.” In the distant past, gout was most
common in wealthy people with excessive food and alcohol intake; therefore, it was also
called “the disease of kings.”

Uric acid is a metabolite of xanthine, which is a purine, by the action of xanthine oxidase.
Normally, uric acid is converted to allantoin by uricase and later to urea, which are excreted in
the urine. Normal uric acid levels are 2.4-6.0 mg/dL for women and 3.4-7.0 mg/dL for men.
However, it was recently found that females with a level > 4.7 mg/dl and males with a level
>5.6 mg/dl have increased mortality rates and higher risk of cardiovascular diseases.

Colchicine is an alkaloid derived from Colchicum autumnale. 1t was originally used as a
laxative in ancient Greece about 2000 years ago and was first used to treat gout by the
Byzantine Christian physician Alexander of Tralles at about 600 Anno Domini (AD).
Colchicine has anti-inflammatory effect and can quickly reduce the swelling and buildup of
uric acid crystals in affected joints. Although colchicine is generally well tolerated at
prescribed doses, it has a narrow therapeutic window and has caused fatalities with single
doses as low as 7 mg. The most common side effects are diarrhea, vomiting, and nausea,
which may occur in > 20% of colchicine users.

In recent years, non-steroid anti-inflammatory drugs (NSAID) are the first line medicines
for gout. The most important historical advance in the treatment of gout was the
development of xanthine oxidase inhibitors, which reduce the production of uric acid.
Currently, there are two different ways to treat hyperuricemia. The first one is to reduce the
production of uric acid using drugs such as allopurinol and febuxostat. The second method is
to increase the excretion of uric acid with drugs such as benzbromarone, probenecid, and
dapagliflozin.

Similar to hypertension, hyperlipidemia, and hyperglycemia, the prevalence of
hyperuricemia has significantly increased in recent years because of unhealthy lifestyles. In a
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recent study, 170 million in China and 32.5 million in the US were found to have

hyperuricemia. High serum uric acid levels have been shown to be a prognostic predictor of
survival in heart failure. Furthermore, hyperuricemia associated with uric acid deposit has
been identified as a risk factor for ischemic heart disease, stroke, peripheral arteriopathy, and
renal failure. The risk of developing hyperuricemia in men is 5 times higher than women.
However, postmenopausal women have a risk almost as high as that of men, mainly because
of decreased levels of estrogen, as it can enhance the activity of proteins involved in the
reabsorption of uric acid.

With the advance in molecular medicine, several proteins such as SLA2A9, ABCG2,
SLC17A1, SLC22A11, PDZK1, SLC16A9, and SLC11A122 have been associated with the
production, transport, metabolism, or excretion of uric acid. As uric acid has adverse effects
on the cardiovascular system, women are as susceptible as men to complications of
hyperuricemia. Adequate physical exercise and appropriate diets are beneficial. Reduced
consumption of alcohol and intake of medicines that may increase the production or
decrease the excretion of uric acid are also critical in the maintenance of health, especially in
women with hormone imbalance.
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To date, ultrasound represents the first-line imaging tool for the evaluation of adnexal
lesions. Ovarian cancer (OC) has a low prevalence but is highly lethal. The overall five-year
survival rate of OC is less than half. Accurately diagnosing adnexal lesions plays a vital role in
patient management.

In recent years, several ultrasound structured reporting systems have been developed
to assess the risk of OC. In 2000, the International Ovarian Tumor Analysis (IOTA) group
presented the terminology and definitions to describe sonographic features of adnexal
tumors, and it subsequently developed the “Logistic Regression Model” in 2005,

“Simple-Rules” in 2008, "ADNEX Model” in 2014, and “Simple-Rules-Risk model
(SR-Risk) in 2016. A large multicenter study included 4905 patients with adnexal lesions
undergoing surgery and it concluded that the ADNEX model had more practical advantages
than other 5 models. In 2018, the American College of Radiology (ACR) published a white
paper lexicon for descriptions of adnexal lesions. In 2020, the ACR developed
Ovarian-Adnexal Reporting and Data System (O-RADS) ultrasound risk classification into six
categories. O-RADS 0 represents incomplete evaluation. O-RADS 1 Indicates a normal ovary
with physiologic cyst. O-RADS 2 indicates an almost certainly benign lesion with <1% of
malignant risk. O-RADS 3 indicates lesions with a low risk of malignancy (1% to <10%).
O-RADS 4 indicates intermediate malignant risk (10% to <50%). Furthermore, O-RADS 5
indicates high risk malignancy (250%).

The goals of this lecture were to compare the O-RADS with the ADNEX model.
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