Picture an ordinary plate holding rice, chicken, vegetables, and a piece of bread. The first
lesson begins before the food ever reaches the stomach, because the nervous system
has already seen and smelled the meal, prepared saliva, and signaled the digestive
organs that food is coming. Chewing breaks the food into smaller pieces, while
enzymes—special proteins that speed up chemical reactions—begin separating large
nutrients into forms the body can absorb. Most digestible carbohydrates, including the
starch in rice and bread, are eventually broken down into simple sugars, especially
glucose. Glucose is not a poison or an enemy; it is one of the body’s main sources of
usable energy. After being absorbed through the small intestine, it enters the
bloodstream and travels toward cells throughout the body. The problem called diabetes
begins when glucose enters the blood but cannot be managed properly after it arrives.

Blood carries glucose past the brain, heart, kidneys, muscles, fat tissue, liver, and other
organs. Those cells need energy, but glucose does not simply pour into every cell
without control. The pancreas, an organ located behind the stomach, detects the rise in
blood glucose and releases a hormone called insulin. A hormone is a chemical
messenger produced in one part of the body that travels through the blood to affect other
tissues. Insulin is made by beta cells located in small pancreatic clusters called the islets
of Langerhans. When insulin reaches muscle and fat cells, it activates a process that
allows more glucose to move from the blood into those cells. The cells can then use the
glucose immediately for energy or store part of it for later.

The liver acts as both a warehouse and a supplier during this process. After a meal,
insulin tells the liver to store some glucose in a compact form called glycogen. Between
meals and during sleep, another pancreatic hormone called glucagon signals the liver to
release stored glucose so the brain and other organs continue receiving energy. Insulin
generally helps lower blood glucose, while glucagon helps prevent it from falling too far.
Stress hormones, physical activity, illness, sleep, food composition, and several other
factors influence the balance. The body is constantly adjusting rather than trying to hold
glucose at one exact number every second. This controlled adjustment is part of
homeostasis, the body’s ability to keep internal conditions within ranges that support
life.

Diabetes mellitus develops when this glucose-control system can no longer keep blood
glucose within a healthy range. “Diabetes” comes from an old word connected with
passing large amounts of urine, while “mellitus” refers to sweetness because ancient
observers noticed that the urine of affected people contained sugar. The modern
definition is more precise: diabetes is a group of metabolic diseases involving persistent
hyperglycemia, meaning glucose in the blood remains too high. Metabolism is the
complete set of processes through which the body obtains, uses, stores, and releases
energy. The glucose itself is not attacking the body like a germ; damage develops
because long exposure to excessive glucose changes blood vessels, nerves, proteins,
and tissues. Diabetes therefore involves far more than occasionally eating something
sweet.



The first major path begins inside the immune system. Type 1 diabetes is an autoimmune
disease, meaning the immune system mistakenly attacks part of the person’s own body.
In this case, it targets and destroys the pancreatic beta cells that produce insulin. As
beta-cell function declines, the body eventually makes little or no insulin, leaving glucose
trapped in the bloodstream while cells struggle to access it properly. The liver may
continue releasing even more glucose because the body behaves as if it is starving. Fat
is then broken down rapidly for energy, producing acids called ketones. People with type
1 diabetes require insulin every day to live because nutrition, exercise, herbs, or
willpower cannot replace a hormone the pancreas is no longer producing.

Type 1 diabetes often appears during childhood or adolescence, but it can begin at any
age. Symptoms may develop quickly over several weeks, although some adults
experience a slower progression that can initially resemble type 2 diabetes. Genes can
create susceptibility, and environmental events may help activate the autoimmune
process, but eating sugar does not cause type 1 diabetes. A child did not bring it upon
themselves by eating candy, and a parent did not create it through poor discipline.
Researchers can detect certain autoantibodies—immune proteins directed against the
body’s own tissues—before symptoms appear in some people. These findings show that
the disease may develop silently for a long time before insulin production becomes too
low to meet the body’s needs.

The second major path usually develops more gradually. In type 2 diabetes, the pancreas
may still produce insulin, sometimes in large amounts at first, but muscle, liver, and fat
cells do not respond to it normally. This reduced response is called insulin resistance.
The pancreas attempts to overcome the resistance by releasing more insulin, and blood
glucose may remain near normal for years while the beta cells work harder. Over time,
some beta cells lose the ability to keep up, insulin production becomes insufficient for
the body’s needs, and glucose rises. Type 2 diabetes therefore combines insulin
resistance with a gradual failure of the pancreas to provide enough effective insulin.

Genes, age, family history, physical activity, sleep, body-fat distribution, certain medical
conditions, medications, and the surrounding environment can all affect type 2 risk.
Excess fat located around and inside abdominal organs is especially connected with
insulin resistance, but body size does not tell the entire story. Thin people can develop
type 2 diabetes, and many larger people never develop it. Some populations develop
insulin resistance and type 2 diabetes at lower body weights than others. Muscle activity
matters because muscle is a major destination for glucose, while the liver matters
because it may release too much glucose when insulin’s message is not being followed
properly. Type 2 diabetes is a disease with biological, behavioral, genetic, and
environmental causes, not a simple punishment for eating incorrectly.

The word “resistance” can be misunderstood as if the body has consciously chosen to
reject insulin. The actual problem occurs inside cellular signaling pathways. Insulin
reaches its receptor—the structure designed to receive its message—but the chain of
events that should follow becomes less effective. The pancreas compensates for a while,



much like a person speaking louder when someone cannot hear clearly. That louder
message may work temporarily because more insulin can push cells to respond.
Eventually, the pancreas may no longer be able to produce the amount required. By the
time type 2 diabetes is diagnosed, the process may have been developing for years.

Between typical glucose regulation and type 2 diabetes lies a condition called
prediabetes. Blood glucose is higher than normal but has not reached the diagnostic
range for diabetes. The name can make it sound harmless or uncertain, yet it signals that
insulin resistance and metabolic strain are already present. Many people remain in this
range for years without noticeable symptoms. Some return to normal glucose regulation,
some remain stable, and others progress to type 2 diabetes. Prediabetes also
accompanies increased risk for heart disease and stroke, so it deserves attention even
when the person feels completely healthy.

Pregnancy creates another route because the placenta produces hormones that help
support the developing baby but can also make the mother’s cells more resistant to
insulin. The pancreas usually compensates by producing more insulin, but when it
cannot keep up, gestational diabetes develops. It often causes no obvious symptoms,
which is why testing during pregnancy matters. Blood glucose usually improves after
delivery when placental hormones fall, but the history does not disappear. The mother
has a greater chance of developing type 2 diabetes later, and the child may also face
increased metabolic risk. Gestational diabetes requires careful management because
uncontrolled glucose can affect the pregnancy, delivery, mother, and baby.

Several less common forms prevent the word diabetes from fitting into only three boxes.
Monogenic diabetes results from a change in a single gene and may appear in infants,
children, or young adults. Maturity-onset diabetes of the young, commonly called MODY,
is one group of inherited monogenic conditions that may be mistaken for type 1 or type
2. Diseases that damage the pancreas, including chronic pancreatitis or pancreatic
surgery, can reduce insulin production. Certain medicines, especially long-term or
high-dose glucocorticoids such as prednisone, may raise glucose or expose an existing
tendency toward diabetes. Correctly identifying the type matters because the most
effective treatment can differ dramatically.

Regardless of the route, rising glucose eventually creates recognizable effects. When
blood contains more glucose than the kidneys can reclaim, glucose spills into the urine
and pulls water with it. This causes frequent urination, called polyuria, and the lost water
creates intense thirst, called polydipsia. Because usable energy is not reaching cells
normally, the person may feel unusually hungry, tired, weak, or mentally slow. The lenses
of the eyes can change with shifting fluid and glucose levels, producing blurred vision.
High glucose and impaired circulation can contribute to infections, slow-healing sores,
dry skin, and genital yeast infections.

Weight loss can occur even when a person is eating normally or feeling extremely
hungry. Without enough effective insulin, the body begins breaking down stored fat and



muscle to obtain energy. This is especially common in undiagnosed type 1 diabetes but
can also occur in severe type 2 diabetes. Numbness, burning, or tingling may develop
when nerves have already been affected, although nerve damage usually takes time.
Dark, thickened, velvety skin around the neck, armpits, or groin is called acanthosis
nigricans and can accompany insulin resistance. None of these findings confirms
diabetes by itself, and many people with type 2 diabetes or prediabetes have no
noticeable symptoms at all.

Blood testing supplies the diagnosis. A fasting plasma glucose test measures glucose
after at least eight hours without food or caloric drinks; a result of 126 milligrams per
deciliter or higher is in the diabetes range, while 100 through 125 falls within the
prediabetes range. An oral glucose tolerance test measures how the body handles a
controlled glucose drink; a two-hour result of 200 or higher is in the diabetes range, while
140 through 199 indicates prediabetes. A random plasma glucose of 200 or higher can
support a diabetes diagnosis when classic symptoms or a hyperglycemic crisis are
present. The A1C test places diabetes at 6.5 percent or higher and prediabetes from 5.7
through 6.4 percent. When severe symptoms are absent, an abnormal result is generally
confirmed with repeat testing or another accepted test because one unusual number
should not always carry the entire diagnosis.

The A1C test examines glucose from a different angle. Glucose naturally attaches to
hemoglobin, the oxygen-carrying protein inside red blood cells. Because red blood cells
circulate for roughly three months, the percentage of hemoglobin carrying attached
glucose provides an estimate of average glucose exposure over that period. A1C does
not show every rise and fall, and two people with the same A1C can have very different
daily patterns. One might remain moderately high most of the time, while another may
swing between dangerous lows and severe highs. An average is useful, but it can hide
instability.

Anything that changes red-blood-cell lifespan or hemoglobin can affect A1C
interpretation. Anemia, recent blood loss, transfusion, pregnancy, kidney disease, liver
disease, and certain hemoglobin variants may produce a result that does not match
actual glucose exposure. Sickle cell trait and other hemoglobin variants are especially
important when selecting and interpreting the laboratory method. This does not mean
Black people cannot use the A1C test; it means medical care should examine the
individual’s health, family background, laboratory method, and whether A1C agrees with
dlucose readings. When the numbers conflict, a clinician may use fasting glucose, an
oral tolerance test, continuous monitoring, or other evidence. Race should never replace
careful evaluation of the person in front of the clinician.

After diagnosis, glucose can be followed with a meter or a continuous glucose monitor. A
meter analyzes a small drop of blood, usually obtained from a fingertip, and shows the
glucose level at that moment. A continuous glucose monitor, or CGM, uses a small
sensor placed under the skin to estimate glucose in the fluid surrounding cells. It
provides repeated readings, trend arrows, alarms, and patterns showing what happens



during meals, activity, sleep, stress, and medication use. Because CGMs measure
interstitial fluid rather than blood directly, readings may lag behind rapidly changing
blood glucose. The equipment provides information, but treatment decisions still require
understanding the device and following the person’s care plan.

For many nonpregnant adults with diabetes, commonly used goals include an A1C below
7 percent, glucose between 80 and 130 before meals, and below 180 one to two hours
after the beginning of a meal. These are general starting points rather than universal
commands. Children, pregnant people, older adults, people with repeated hypoglycemia,
and those with serious medical conditions may need different targets. A person’s goal
should balance protection from long-term high glucose against the immediate danger of
glucose dropping too low. “Perfect” numbers achieved through frequent severe lows do
not represent safe control. Current American Diabetes Association guidance emphasizes
individualized targets because diabetes exists inside a whole human life.

Food becomes easier to understand once carbohydrate is separated from the word
sugar. Carbohydrates include sugars, starches, and fiber. Fruit, milk, beans, rice,
potatoes, bread, cereal, corn, sweets, and many drinks contain carbohydrate, but they do
not affect glucose identically. Fiber is a carbohydrate the body does not fully digest, and
higher-fiber foods often raise glucose more gradually while supporting fullness,
digestion, and heart health. Processing matters because finely milled grain, juice, and
sugary drinks can enter the bloodstream faster than intact grains, whole fruit, or beans.
Portion size matters too because a nutritious carbohydrate can still raise glucose
substantially when the amount is large.

Carbohydrate does not need to disappear from every diabetes meal. The appropriate
amount and timing depend upon medication, activity, culture, preferences, glucose
patterns, and health goals. Pairing carbohydrate with protein, fiber, or unsaturated fat
may slow digestion and reduce the speed of the glucose rise. A plate can contain
non-starchy vegetables, a protein source, and a controlled portion of carbohydrate
without requiring unfamiliar “diet food.” Familiar meals can be adjusted through
portions, cooking methods, beverage choices, and the balance of ingredients.
Sustainable eating works better than a severe plan followed for two weeks and
abandoned.

Added sugar deserves attention because it supplies concentrated carbohydrate with little
fullness, especially in sweetened beverages. Soda, sweet tea, energy drinks, sweet
coffee, and fruit drinks can deliver large amounts quickly because liquid requires little
digestion. Still, diabetes is not caused by one piece of cake or cured by refusing desserts
forever. Overall eating patterns, total energy intake, body response, medications, activity,
and genetics matter. “Sugar-free” also does not automatically mean carbohydrate-free or
healthy because a product may contain starches, fats, calories, or sugar alcohols.
Reading the serving size and total carbohydrate gives more useful information than
trusting a large claim on the front of a package.


https://diabetes.org/living-with-diabetes/treatment-care/checking-your-blood-sugar

Physical activity helps through several mechanisms. Contracting muscles can take up
more glucose, and regular activity can improve insulin sensitivity so the same amount of
insulin works more effectively. Aerobic activity such as brisk walking supports heart and
lung function, while resistance training helps preserve or build muscle that can use
glucose. Breaking up long periods of sitting can also improve the way the body handles
meals. Exercise does not always lower glucose immediately; intense activity can
temporarily raise it because adrenaline signals the liver to release stored glucose. People
using insulin or medicines that can cause hypoglycemia may need individualized
instructions for checking glucose, food, and medication around activity.

Weight can matter without becoming a measure of character. For a person with excess
body fat and insulin resistance, even moderate weight loss may improve liver and muscle
response to insulin and reduce the workload on pancreatic beta cells. The biological
response differs, and weight loss is not required for a person to deserve respectful care.
Some people improve glucose greatly with a modest change, while others need
medication despite major effort. Sleep, stress, pain, work schedules, depression, food
access, neighborhood safety, and medication costs influence what is realistically
possible. A plan that ignores those conditions may look excellent on paper and fail in
actual life.

When lifestyle measures do not produce sufficient control, medication addresses
particular parts of the disease. Metformin lowers glucose production by the liver and
improves insulin use, which is why it has long been a common treatment for type 2
diabetes. Sulfonylureas stimulate the pancreas to release more insulin but may cause
low glucose and weight gain in some people. DPP-4 inhibitors strengthen the body’s
incretin system, hormones that help coordinate insulin and glucagon after eating.
Thiazolidinediones improve insulin sensitivity but can produce fluid retention and other
concerns that make them unsuitable for certain people. Medication choice has moved
beyond simply asking which drug lowers A1C most.

SGLT2 inhibitors work in the kidneys by reducing the amount of glucose returned to the
blood, allowing more to leave through urine. Some medicines in this group provide
important heart and kidney protection for suitable patients, including people with heart
failure or chronic kidney disease. They can also increase urination and the risk of genital
infections, and they require awareness of dehydration and uncommon but serious
ketoacidosis. GLP-1 receptor agonists act like a natural intestinal hormone involved in
appetite, stomach emptying, insulin release, and glucagon control. Some GLP-1
medicines and related dual GIP/GLP-1 medicines can lower glucose, support substantial
weight loss, and reduce cardiovascular or kidney risk in selected patients. Cost,
availability, side effects, kidney function, heart disease, body-weight goals, and personal
preference all influence the choice.

These medicine names can make treatment sound like a competition between an old
drug and a fashionable new one. In reality, the correct medicine is the one whose
benefits and risks fit the individual. A person with chronic kidney disease may need a



different priority from someone experiencing repeated hypoglycemia. Another person
may need an affordable generic medicine because a prescription that cannot be
purchased cannot produce a benefit. Some people require several medicines because
each addresses a different part of the problem. The NIDDK’s treatment overview explains
why combinations are common rather than evidence that the person has somehow failed.

Insulin remains the necessary foundation of type 1 treatment and may also be used
during pregnancy, serious illness, surgery, or any stage of type 2 diabetes. Basal insulin
provides background coverage between meals and overnight, replacing the small
continuous insulin supply a healthy pancreas would normally release. Bolus insulin
covers food or corrects elevated glucose, producing a stronger response around meals.
Some people take injections, while others use an insulin pump that delivers programmed
doses through a small device. Modern systems may connect a pump with a continuous
monitor and automatically adjust some delivery. The technology can reduce work and
improve safety, but the person still needs education about food, activity, device
problems, illness, and low glucose.

Beginning insulin in type 2 diabetes is not proof that someone “did not try hard enough.”
Type 2 often progresses because beta-cell function changes over time. A person may eat
carefully, remain active, take prescribed pills, and eventually need insulin because the
pancreas no longer produces enough. Insulin may also be the fastest and safest way to
control very high glucose while other issues are evaluated. The dose is not a punishment
or a measurement of disease worthiness. It is replacement or additional support for a
hormone the body cannot use or produce sufficiently.

Treatment introduces the possibility of hypoglycemia, meaning blood glucose has fallen
too low. It is especially associated with insulin and medicines that force the pancreas to
release insulin. A level below 70 milligrams per deciliter is commonly treated as an alert,
although symptoms can appear at different levels depending on the person and the
speed of the fall. Shaking, sweating, hunger, weakness, rapid heartbeat, irritability,
confusion, blurred vision, and unusual behavior may occur because the brain depends
heavily on glucose. Physical activity, skipped meals, alcohol, medication errors, kidney
problems, and unexpected schedule changes can contribute. Repeated lows may reduce
the body’s warning symptoms, creating hypoglycemia unawareness.

A conscious person who can swallow safely may use the 15-15 approach: take about 15
grams of fast-acting carbohydrate, wait 15 minutes, and recheck, repeating if glucose
remains low. Glucose tablets, glucose gel, or a measured amount of regular juice or soda
can work more quickly than foods containing large amounts of fat. Severe hypoglycemia
may cause seizure, unconsciousness, or inability to swallow and requires glucagon if
available and emergency assistance. Food or drink should never be forced into the
mouth of an unconscious person because choking can occur. Family members,
coworkers, and caregivers should know where glucagon is kept and how to respond.
Prevention includes examining patterns rather than simply treating each low and moving
on.


https://www.niddk.nih.gov/health-information/diabetes/overview/insulin-medicines-treatments

The opposite emergency can develop when insulin becomes dangerously insufficient. In
diabetic ketoacidosis, or DKA, the body breaks down fat rapidly and produces large
amounts of acidic ketones. Glucose rises, urination causes severe fluid loss, and the
blood becomes chemically unstable. Nausea, vomiting, abdominal pain, deep or rapid
breathing, extreme thirst, weakness, confusion, and fruity-smelling breath may develop.
DKA occurs most often in type 1 diabetes but can also occur in type 2, especially during
serious illness or severe insulin deficiency. It requires urgent medical treatment with
fluids, insulin, electrolyte replacement, and management of the trigger.

Another emergency, hyperosmolar hyperglycemic state, is more common in type 2
diabetes. HHS usually involves extremely high glucose and profound dehydration with
less ketone buildup than DKA. As water leaves the body through frequent urination, the
blood becomes highly concentrated, which is the meaning of hyperosmolar. Weakness,
severe thirst, dry mouth, fever, confusion, drowsiness, seizures, or coma can develop
over days. Infection, missed medication, stroke, heart problems, or inability to obtain
fluids may trigger it. Both HHS and DKA require emergency medical care rather than an
attempt to correct the condition at home.

Long-term damage develops through years of interaction among high glucose, abnormal
blood fats, inflammation, blood pressure, smoking, genetics, and other factors. Glucose
can attach to proteins and alter how tissues function through a process called glycation.
Small blood vessels may thicken, leak, narrow, or stop supplying tissue effectively.
Larger arteries may develop atherosclerosis, the buildup of fatty and inflammatory
material inside artery walls. Nerves can be injured directly and may also lose the tiny
blood vessels that supply them. Controlling glucose helps, but blood pressure,
cholesterol, kidney function, tobacco exposure, and physical activity must also be
addressed.

Damage to small vessels produces three well-known groups of complications. Diabetic
retinopathy affects vessels in the retina, the light-sensitive tissue at the back of the eye,
and may progress without early symptoms. Diabetic kidney disease injures the filtering
units that remove waste from blood, sometimes allowing the protein albumin to leak into
urine before kidney function noticeably declines. Diabetic neuropathy damages nerves,
often beginning with burning, tingling, numbness, or loss of sensation in the feet.
Autonomic neuropathy may affect digestion, bladder control, sexual function, blood
pressure, sweating, heart rate, and awareness of hypoglycemia. Screening searches for
these changes early because waiting for obvious symptoms can allow preventable
damage to advance.

The feet reveal how complications can combine. Nerve damage may prevent a person
from feeling a blister, cut, hot surface, or pressure from an improper shoe. Reduced
circulation can prevent the injured area from receiving enough oxygen, nutrients, and
immune support. High glucose can weaken parts of the infection-fighting response,
allowing a small wound to worsen. The person may feel little pain even as the problem
becomes serious. Daily inspection, suitable footwear, professional foot examinations,



and prompt care for wounds can interrupt this chain before infection, gangrene, or
amputation develops.

Larger-vessel disease raises the risk of heart attack, stroke, and peripheral artery
disease, which is restricted blood flow to the limbs. Diabetes may also contribute to gum
disease, hearing problems, sexual difficulties, bladder problems, skin conditions, and
certain infections. These possibilities are serious, but they are not guaranteed outcomes.
Earlier diagnosis, glucose management, blood-pressure treatment, cholesterol control,
kidney-protective medication, tobacco avoidance, eye care, and foot care can greatly
change the future. Fear becomes useful only when it leads to informed action. Treating
diabetes as hopeless can be as damaging as pretending it is harmless.

Regular care therefore examines more than glucose. A complete plan may include A1C
testing, blood-pressure measurements, cholesterol testing, kidney blood tests, urine
albumin testing, dilated eye examinations, foot examinations, dental care, medication
review, and recommended vaccines. A diabetes educator can teach monitoring, food
planning, medication use, problem solving, and sick-day care. A dietitian can help build a
plan around real culture, budget, schedule, and preferences rather than handing the
person a generic list of forbidden foods. Pharmacists, eye specialists, kidney specialists,
foot specialists, and behavioral-health professionals may also contribute. Diabetes
management is daily work, but it should not be solitary work.

Prediabetes offers a particularly important opportunity. In the large Diabetes Prevention
Program study, a structured approach involving food changes, physical activity, and
moderate weight loss reduced progression to type 2 diabetes by 58 percent over about
three years compared with placebo. The program aimed for at least 150 minutes of
weekly activity and roughly 5 to 7 percent weight loss for participants who had
overweight. Metformin also reduced progression, though less than the intensive lifestyle
program overall, and may be especially useful for certain higher-risk groups. These
results do not promise that every case can be prevented. They prove that risk can be
changed meaningfully rather than treated as fate.

Some people with type 2 diabetes can reach remission, usually after substantial and
sustained weight loss through intensive lifestyle treatment, medication-supported weight
management, or metabolic surgery. Remission generally means glucose has remained
below the diabetes range without glucose-lowering medicine for a defined period. It is
not called a cure because the underlying tendency can remain and glucose may rise
again with weight regain, illness, aging, or progressive beta-cell changes. Ongoing
follow-up is still necessary because previous glucose exposure may have affected the
eyes, kidneys, nerves, or blood vessels. Type 1 diabetes does not enter remission
through weight loss because its central problem is autoimmune destruction of
insulin-producing cells. Using the same word diabetes does not make the diseases
biologically identical.



Black communities carry a disproportionate burden of type 2 diabetes and many of its
complications, but race is not a defective organ or a complete biological explanation.
Family history and genetic susceptibility matter, yet food access, neighborhood safety,
chronic stress, income, medical access, insurance, medication cost, discrimination, work
schedules, and the quality of care also influence risk and outcomes. A person may be
told to exercise in a neighborhood without safe walking areas, purchase food that is
unavailable nearby, attend appointments during inflexible work hours, or buy medication
priced beyond reach. These conditions are called social determinants of health because
they shape health outside the examination room. The CDC’s health-equity work
recognizes that unequal outcomes cannot be corrected by blaming individuals for
barriers built around them.

Shame has no useful place in diabetes care. A glucose reading is information about what
the body is doing under particular conditions; it is not a grade on the person’s character.
A high number may reveal food effects, inadequate medication, illness, pain, stress
hormones, poor sleep, device problems, or natural disease progression. A low number
may reveal excessive medication, delayed eating, activity, alcohol, or reduced kidney
clearance. The purpose of monitoring is to identify patterns and make safer decisions.
People learn more when numbers are examined with curiosity rather than used as
accusations.

The original plate now looks different because the entire journey is visible. Carbohydrate
becomes glucose, the intestine moves it into blood, the pancreas releases insulin, and
the liver and muscles decide whether to store, use, or release energy. Type 1 interrupts
the journey by removing insulin production, while type 2 weakens the body’s response
and eventually strains insulin supply. Gestational diabetes develops under the hormonal
pressure of pregnancy, and other forms arise through genes, pancreatic damage, or
medication effects. Testing measures different parts of the disturbance, while food,
activity, monitoring, medication, insulin, and regular screening work on different parts of
the solution. Diabetes becomes manageable when it is understood as a changing system
that can be measured, supported, and treated rather than a mysterious sentence
delivered by one blood test.


https://www.cdc.gov/diabetes/health-equity/index.html

