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ABSTRACT

recognized. Another form of blood sugar dysregulation with attending symptomatology

The disease entities diabetes mellitus (including NIDDM) and hypoglycemia are widely

is dramatic “peaks and troughs” in serum glucose levels, particularly post prandial. The
author proposes that such difficulties, sometimes discussed under the name reactive hypogly-
cemia, be termed “dysglycemia” for the purposes of clarification, further study, and most im-
portantly, preventive treatment. This article outlines the impact of carbohydrate metabolism in
women particularly, and how to assess and naturopathically correct dysglycemia.

INTRODUCTION
Two to four hours after ingesting a meal high
in simple carbohydrates one may end up with
blood glucose levels below preprandial lev-
els. (1) If this excessive drop in blood glu-
cose is associated with symptoms the patient
may be suffering from reactive hypoglycemia

(RH). Patients may complain of Symptoms’

such as nervousness, hunger cravings, head-
ache, or mental lethargy. The concept of RH
has been discussed for many years in the
world of natural (complementary) medicine.
Since there is no well-established diagnostic
criterion and no real organic lesion, RH has
been mainly ignored by the medical commu-
nity at large. Besides experiencing acute
symptomology people who routinely eat high
sugar foods may also be dramatically increas-
ing their risk for adult onset diabetes (most
frequently non-insulin dependent diabetes -
NIDDM). (2) The coffee and donut type of very
high simple carbohydrate (CHO) meal poses
a particular physiological challenge to the in-
dividual who has poor blood glucose regula-
tion. (3) Despite the apparent fact that the
medical community largely ignores RH, there
are those researchers who appear to under-
stand that people may have poor blood glu-
cose regulation without actually being dia-
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betic. (2) Perhaps a better, more appropriate
term for poor blood glucose regulation is
dysglycemia, or difficulty regulating blood glu-
cose.

Long term consequences of poor blood glu-
cose regulation have mainly been related to
the degree of hyperglycemia as studied in dia-
betic patients. What may be most important
in the short term is the rate at which blood -
glucose fluctuates, especially in proportion to
insulin fluctuations. This statement has some
preliminary support by the author’s own, un-
published pilot research, in which ten female
subjects were asked to fill out a dysglycemia
scale (see appendix A) to rate their current
clinical symptoms and then submit to a glu-
cose and insulin four hour tolerance test. The
author’s observations suggested that those
subjects who were the most symptomatic had
the greatest rate of blood glucose fluctuations.
Until the final analysis of all the blood glucose
and blood insulin values obtained following a
75 gram sugar load and further study, the pre-
vious statements remain speculative. Inter-
estingly, in Davidson’s medical textbook in the
chapter on diabetes mellitus the authors sug-
gest that an important dietary management
strategy of diabetes is to eat in such a way as
to prevent glycemic peaks and froughs, i.e.,
prevent dysglycemia. (4) Taken together the
above information suggests that dysglycemia
may need to be further explored, rather than
Just paying attention to absolute levels of blood
glucose.
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Diabetes mellitus, especially
Type 1l or NIDDM is an extremely
common disorder with a prevalence
of 6.2% in Caucasians and as much
as 13% of the Mexican American
population. (5) Vascular complica-
tions are the leading problems in
NIDDM patients which significantly
contribute to morbidity and mortal-
ity in this patient population. The
only cost-effective way to treat
NIDDM is by prevention. (4) Recog-
nizing and naturopathically treating
dysglycemia may well be an impor-
tant step in preventing “full-blown”
dysglycemia, namely NIDDM. (2)

PHYSIOLOGICAL
REGULATION OF BLOOD
GLUCOSE
The symptoms most readily associ-
ated with dysglycemia are central
nervous system related, including
but not limited to anxiety, irritabil-
ity, extreme hunger, carbohydrate
cravings, fatigue, and poor concen-
tration two to four hours following a
high carbohydrate meal (see appen-
dix A for further associated symp-
toms). These symptoms are not
surprising in light of the fact that
approximately two-thirds of daily
blood glucose is taken up by the
brain. (1) Although glucose is not
the only fuel source the brain can
oxidize it is the main way in which
the brain’s very high energy needs
are met. Given that glucose is a fa-
vored fuel substrate by all cells of
the body it is important to ensure
that blood glucose be maintained
in order to prioritize meeting the
metabolic needs of the brain, even
when metabolic demands of non-
CNS cells are increased: A number
of hormones are critically important
in regulating blood glucose. Besides
insulin these include cortisol, glu-
cagon, epinephrine, and to.a lesser

extent growth hormone. (1)

Presumably, if the aforemen-
tioned hormones are regulated
properly, biood glucose will remain
in balance. Insulin is considered to
be the main hormone in control of
blood glucose. Insulin has a net
effect of decreasing blood glucose
by promoting the uptake of glucose
into all kinds of muscle cells,
adipocytes, and indirectly hepato-
cytes. (6) Insulin will also increase
the cell’s oxidation of glucose and
promote glycogen synthesis by acti-
vating a number of the rate limiting
enzymes in these pathways. Epi-
nephrine, cortisol, glucagon, and
growth hormone (the counter-

regulatory hormones) have the net
effect of increasing blood glucose
by either stimulating gluconeogen-
esis, hepatic glycogenolysis, or de-
creasing peripheral (skeletal
muscle) use of blood glucose. (7)
When a person is correctly regulat-
ing blood glucose, insulin is re-
leased when blood glucose in-
creases (i.e., post-prandial) in
amounts appropriate to bring blood
glucose back to pre-meal levels, but
not below. The counterregulatory
hormones would be released when
blood glucose begins to drop so that
blood glucose would never be al-
lowed to drop too low. In other
words appropriate sensitivity of the
endocrine cells which secrete these
regulating hormones to blood glu-
cose levels should dictate good gly-
cemic regulation. It seems plausible
that if the endocrine organs which
release the aforementioned hor-
mones, including the pancreas, the
adrenal cortex, the adrenal medulla,
and the anterior pituitary are over-
taxed then regulating the output of
these hormones may be impaired.
Repeated or chronic high levels of
stress (physical and mental) may
overwork the adrenal glands
whereas repeated challenges of high
simple carbohydrates may overwork
the pancreas. (8) Interestingly,
chronic recurrent stress (physical or
mental) is known to lead to in-
creased chromium loss, and chro-
mium is especially important for
normal blood glucose regulation. (9,
10)

RISK FACTORS/WOMEN AND
DYSGLYCEMIA
There are a number of well-estab-
lished risk factors for NIDDM: obe-
sity, overeating, age, sedentary
lifestyle and a genetic predisposi-
tion. (4) Mexican Americans and
native Americans are considered
high risk groups for NIDDM. (11)
These factors are also considered
risk factors for hyperinsulinemia.
(12) Hyperinsulinemia or insulin
resistance is now well established
as a factor in obesity, hypertension,
atherosclerosis, and NIDDM. (13)
Insulin resistance is a condition
where the blood insulin levels are
normal or high, yet the metabolic
actions of insulin are diminished
due to a probable defect in the sen-
sitivity of the insulin receptor. (14)
Possibly the controversy of whether
hyperinsulinemia precedes or fol-
lows insulin resistance would be-
come clinically unimportant if the
focus was rather on the functional

problem of dysinsulinemia. It may
be that dysinsulinemia and dysgly-
cemia are simply two aspects of the
same metabolic problem.

Those risk factors established for
NIDDM should probably also be con-
sidered risk factors for developing
dysglycemia. Other factors common
in the American lifestyle may also
pose a challenge to maintaining
good glycemic control; high alcohol
consumption, high stress, inad-
equate micronutrient intake, low
intake of dietary fiber, and possibly
being female. People who currently
consume alcohol, or are recovering
alcoholics, frequently have symp-
toms which may be remedied by
improving blood glucose regulation.
The mechanism to account for this
association may be based on high
sugar intake, a common practice in
recovering alcoholics, or possibly
their liver function is compromised
by overworking to metabolize large
quantities of alcohol. Since gluco-
neogenesis and glycogenolysis hap-
pen in the liver, this organ is inti-
mately involved in regulating blood
glucose. High recurrent stress, like
over-exercising or excessive psycho-
logical stresses, can lead to impov-
erished adrenal gland function and
therefore inadequate regulation of
cortisol and epinephrine. Appropri-
ate micronutrient intake (e.g., a
number of B vitamins) is needed
both for the metabolism of glucose
and for the normal function of insu-
lin (see natural treatment section for
further elaboration). Dietary fiber
is also important to slow down the
absorption of carbohydrates and

therefore help prevent significant .

blood glucose fluctuations. (15)

If women were really at a greater
risk for developing dysglycemia the
epidemiological data regarding inci-
dence of NIDDM would report a
greater number of women than men
developing NIDDM. Two studies
have been reported; one found a
greater incidence of NIDDM in
women, while the other found no
difference. (4) It is important to note
that a large number of cases of
NIDDM may go unreported, thus
confounding the possibility of ob-
taining accurate epidemiological
information. (4) As part of a pilot
study on dysglycemia the author
administered the dysglycemia scale
to forty-five naturopathic medical
students. The top five scorers were
female (well over 100) and the aver-
age score for females was 86.5 com-
pared to 62.5 for males. Further
evidence that females may be at a
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greater risk of developing dysgly-
cemia is gestational diabetes. Nor-
mal pregnancy is always accompa-
nied by a hyperinsulinemia and for
those susceptible women this extra
pancreatic stressor may lead to ges-
tational diabetes (the onset of Type
II diabetes coincident with preg-
nancy). The actual mechanism ac-
counting for gestational diabetes is
unclear, but the aforementioned
theory is at least a way to under-
stand that certain female hormones
which are high during pregnancy can
negatively impact insulin and there-
fore glucose metabolism. The pla-
cental hormones, lactogen and
progesterone are known insulin an-
tagonists. Further information re-
garding various female hormones
suggest that because of a women’s
hormonal milieu they are at a
greater risk of developing dysgly-
cemia than their male counterparts.
Progesterone appears to be able to
impair insulin’s ability to suppress
endogenous hepatic glucose pro-
duction. (16) A number of studies
have found impaired glucose me-
tabolism in women who are taking
birth control pills containing syn-
thetic estrogens and progestins or
progestins alone. (17,18) Taken
together it appears that female hor-
mones, especially progesterone,
have a potential to poorly influence
insulin and therefore blood glucose
regulation.

How To ASSESs
Clinical presentation together with
looking at the risk factors is prob-
ably the most accurate and cost-ef-
fective determination of who has
dysglycemia. Although the author
is unaware of any previously pub-
lished or standardized question-
naire, the dysglycemia scale in ap-
pendix A was developed using un-
official publications from medical
practitioners who have spent many
years in their own practice correlat-
ing symptom improvement with
naturally treating dysglycemia.!
Laboratory tests that may be help-
ful are 2 hour post-prandial blood
glucose, a 4 or 6 hour glucose tol-
erance test, and most appropriately
a 4 or 6 hour glucose and insulin

+ The author obtained a symptom list
of Dr. Paavo Airola (from his book en-
titted; Hypoglycemia: A Better Approach)
and Dr. William Mauer at the Oxidative
Medicine Conference in March of this
year in St. Louis, Missouri where Dr.
Mauer gave a presentation on his many
years experience of treating “carbohy-
drate metabolism imbalance.”

tolerance test. A fasting blood glu-
cose is a single, static measurement
of blood glucose and therefore can-
not provide any information on how
someone might be regulating blood
glucose. A single fasting blood in-
sulin may be helpful because serum
insulin can be used to judge the
degree of insulin resistance
(hyperinsulinemia). Eades and
Eades have suggested that pub-
lished laboratory normals are not
accurate enough and that reference
ranges for insulin should be: less
than 10 mU/ml = good, 10 -15 mU/
ml] = mild degree of dysinsulinemia,
15 -20 mU/ml = moderate degree
of dysinsulinemia, >20 mU/ml =
high degree of dysinsulinemia. (19)
Dysinsulinemia would correlate di-
rectly with dysglycemia.

Because of the costs, time con-
straints, and difficulty interpreting
dglucose tolerance tests, they are
probably not necessary to diagnose
dysglycemia. However these “toler-
ance” (better labeled “challenge”)
tests can be extremely helpful for
the patient to see how they respond
to a simple sugar load. The inter-
pretation of these tests has varied,
including; total area under the
curve, an H-index, and the ratio of
the level of glucose to insulin in an
effort to assess glycemic control.
(20, 21, 22) Obviously more re-
search needs to be conducted in
order to understand the clinical use-
fulness of these challenge tests,
beyond using them to simply diag-
nose diabetes. A challenge test is
always a better assessment of a
functional rather than lesional im-
pairment. Possibly a more relevant
sugar challenge is to give the patient
a normal dietary sugar load such as
a fruit drink rather than the stan-
dard, but dietarily unrelated load of
pure glucose.

At this time it may be most use-
ful and convenient to do a fasting
blood glucose, a 2 hour post-high
carbohydrate meal and measure
blood glucose and insulin at these
same time points. Although these
tests may not be necessary for the
clinician to diagnose dysglycemia,
they may be helpful to 1) monitor
progress, 2) motivate the patient to
make important dietary changes,
and 3) get some more information
as to degree of dysglycemia. If glu-
cose and insulin are measured per-
haps the interpretation of Eades and
Eades could be useful. They sug-
gest that the “normal” glucose to
insulin ratio should be over 7 (glu-

—

cose in mg% units and insulin my /
ml units). (19)

NATURAL TREATMENT
OPTIONS
A large variety of micronutrient ang
herbal preparations have been re.
ported which can improve glycemic
control in NIDDM patients and even
treat a number of the vascular com.
plications. A recent review of these
natural treatments was published in
the Herb Quarterly, Spring 1996,
(23) The chapter on diabetes melli-
tus in the Textbook of Natural Medj-
cine also has a good review on natu-
ral treatments for diabetes. (24)
Suffice it to say that an adequate
intake of micronutrients is impor-
tant for both optimal insulin func-
tion and appropriate glucose me-
tabolism, especially chromium,

magnesium and zinc. (25-28) The

intakes of these micronutrients are
often low in people consuming the
standard American diet. Women
consuming low or moderately low
calorie diets (1000 - 1300 Kcal/d)
in an attempt to lose weight are es-
pecially vulnerable to inadequate
intake of the minerals noted above.
Magnesium can easily be obtained
from the diet if intake of fresh fruits,
nuts and seeds is increased. The
most reliable way to increase dietary
zinc and chromium is via eating
seafoods (both plant and flesh) and
adding nuts and seeds to the diet.

Instead of reviewing all the natu-
ral treatments which can be effec-
tive in full blown diabetes this ar-
ticle will focus on those natural treat-
ments which may be especially help-
ful and simple to implement to treat
dysglycemia/dysinsulinemia. In
other words the focus will be on di-
etary changes rather than on prod-
uct supplementation. Possibly one
of the most helpful short and long
term treatments of dysglycemia is
altering the proportion of macronu-
trients in the diet. Several studies
using Australian Aborigines found
that blood glucose is better con-
trolled in both diabetic and non-dia-
betic subjects when these people
went back to live in the Australian
back country and returned to their
native diets. (29, 30) The main dif-
ference between the modern diets
that the aborigines had adopted liv-
ing in the cities compared to their
native diets was the proportion of
protein relative to the amount of
fotal carbohydrates. Analysis of di-
ets of huntergatherer populations
suggest that the macronutrient pro-
portions they consumed were about
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40% carbohydrates, 30% protein,
and 30% fat. (31) These propor-
tions are similar to the native Ab-
original diet. )

The difference between these
native diets and those currently rec-
ommended by the American Diabe-
tes Association (ADA) is the amount
of total carbohydrates (complex or
simple) and the amount of protein.
The Diabetes Association recom-
mends 50-60% of total calories as
carbohydrates. The reasoning be-
hind not following the ADA recom-
mendations, but instead having a
higher percentage of protein and
lower percentage of total carbohy-
drates is based on the hormonal

women, but sedentary may only re-
quire 55 grams of protein daily.
One particular micronutrient that
is often found to be low in the Ameri-
can diet and is difficult to obtain in
sufficient quantities from the diet is
chromium. (34) Chromium’s role
in the body is well-established as an
enhancer of insulin function. (35)
Numerous studies have found that
200 pg or 400 pg of chromium
picolinate can improve glycemic
control in diabetic patients. (36, 37}
More specifically related to dys-
glycemia/dysinsulinemia, several
studies have found chromium
picolinate to lower fasting blood glu-
cose in non-diabetic subjects. (38,

changes which occur when a meal 25) oo £,
has a certain proportion of carbo- W2 rel o
Vo A st
Before ‘2 weeks 4 weeks
CHO Prot. Fat | CHO Prot. Fat | CHO Prot. Fat
Total grams: 257 89 58 27 79 34 52 87 34
% calories: 54 18 28 15 43 42 30 40 30
Total calories: 1906 730 862
dysgly. score: 109 39
TABLE 1

hydrates compared to protein. A
study was conducted which sug-
gested that if the protein/carbohy-
drate (g/g) ratio was .75 or higher
then the release of insulin would be
much lower. (32) If insulin is not
being released as often or at such
high levels following meals then
there will be less stress on the pan-
creas and less fluctuation in blood
glucose. In other words adequate
protein can help keep blood glucose
levels more even throughout the
day. This concept is elaborated in
more detail in both reference (19)
and the book The Zone. (33) The
author thinks that it is particularly
important to maintain total protein
intake in accordance with individual
needs, rather than simply using a
population norm such as the RDAs.
An individual’s protein needs can be
determined by figuring out their lean
_body mass and factoring in their
degree of physical activity. In order
to maintain good glycemic control
throughout the day all meals and
snacks should have the protein/car-
bohydrate (gram/gram) proportion
of .75 or above. Reference 19 and
33 can be used to help an individual
estimate their protein requirement.
An example is that a female who
weighs 140 pounds, with 25% body
fat, and who is very physically ac-
tive may require 65 grams of pro-
tein daily, whereas a same sized

Although complete analysis has
not been finalized on all the sub-
jects in the author’s dysglycemia
study, one female (39 years) subject
was particularly compliant with the
dietary changes recommended
above and had some good clinical
results which are reported in Table
1. The grams and percent calories
of macronutrients were obtained
from diet diaries which were ana-
lyzed using Nutritionist 1l diet soft-
ware.

This patient is an excellent ex-
ample of how helpful dietary
changes alone can be, and she is
also a good example of the impor-
tance of optimal protein to carbo-
hydrate ratio. That is, not just in-
creasing protein intake as a way to
help regulate blood glucose, but
also decreasing the total carbohy-
drate load. Because of this
subject’s especially high dysgly-
cemia score and her very poor re-
action to the fruit drink challenge
test (not reported here) the author
asked that she initially go on a very
low carbohydrate diet. Interestingly,
this subject had been aware of her
blood glucose problems for some
years and had increased her protein
and cut out most simple carbohy-
drates as a way to try and remedy
her symptoms. These dietary
changes were apparently not

enough. This subject reported that
her energy was improved and more
consistent throughout the day and
her muscle achiness was gone. She-
had also lost 12 pounds over a 4
week period and did not feel hun-
ary as before despite her low calo-
rie intake.

CONCLUDING REMARKS
The functional illness of dysglycemia
may be an overlooked problem in
which physicians of natural medi-
cine can play an especially impor-
tant role. By recognizing and natu-
rally treating dysglycemia, health
problems as diverse as mental leth-
argy and mood swings to hyperten-
sion and difficult weight manage-
ment may be helped, if not cured.
Other problems which may be
greatly heiped by treating dys-
glycemia are carbohydrate cravings
{39), accelerated aging {40), FPMS
(39), depression (39), muscle
cramps (41), and possibly fibro-
myalgia. Diseases which may actu-
ally be prevented by treating dys-
glycemia are NIDDM, hypertension,
obesity, and atherosclerosis. Al-

though more studies are needed to -

fully understand this functional
problem some simple dietary rec-
ommendations, alone or in conjunc-
tion with a variety of natural supple-
ments, could significantly impact
the health of Americans and create
substantial savings in health care
costs.
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DYSGLYCEMIA SCALE

W= O

APPENDIX A

: never or almost never have the symptom
: occasionally have it, effect is not severe

: occasionally have it, effect is severe

: frequently have it, effect is not severe

: frequently have it, effect is severe

—
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1. AFernoon headaChies .....coovireeirereeaareanreesserssireseasnesassresssernsienns (0Y (1) (2) (3) (4)
2. Awaken after a few hours sleep—hard to get back to sleep .......... (0) (1) (2).(3) (4)
3. Aware of breathing heavily .......c.cccciniiiin (0) (1) (2) (8) (&)
4. “Butterfly stomach,” CrAamMPS ...coceeeruirimrmmnismeniessnseescsen i 0) (1) (2) (B) 4)
5. Can’t decide easily ....ccoevrrrnieriinimnniini. ererrrrrereserereeeee ((OReS RN IS
6. Can't start in the morning without coffee ........ccocociiiiiinnnns (ORSINARECIRC
7. Can't Work UNAEr PreSSUTE ....iueeuierreiisrirtiinnieetustrersi e ©0)mEB @
8. Crave candy or coffee in the afternoons ..........ccccceniiiniin... 0) (1) (2) (8} (4)
9. Cry easily for N0 apParent FeaSOIL. «.oocurririreririinnes e (0} (1) (2) (3) (4)
10. Eat WHEL NEIVOUS .eeuuererrrrneeeinenrernsrrnestuseseruiienistenssararstasttsisians (0) (1) (2) (3) (4)
11. Fatigue, relieved by €ating. .......cccovviriereriiniimmiireereen (0) (1) (2)(3) (4)
12. Get “shaky” if HUIBIY ..ooooieiiieeeiiiniiiiinete e (0} (1) (2) (3) (4)
13. Irritable Defore Meals. .ovveeeriiuiimiiiimiienn e (0) (1) (2) (3) (4)
14. Lack Of EIETEY ..oirrririiiraieetrirr it s et (0} (1) (2) (3) (4)
15. Reduced imitiative ..oooveeeeeererniiuniiiniiarrirree e (0) (1) (2) (3) (4)
16. Sleepy After IMEALS .ooiiiriiiiiiiecniiir i (0) (1) (2) (3) (4}
17. Sleepy QUIINE daY «voeriemiiriiiiiiei i {0) (1) (2) (3) (4)
18. WeaKIesSS coveverenreriinirurenrnsennes T ettt itteraeearereareaeeensstatirraaaans 0) (1) (2)(3) (4)
19. Symptoms come before DrEARIAST ceenererneiriirenieraacaneassaeirearneananees (0) (1) (2) (3) (4)
20. Afternoon exXhaliStioN . ...vereereriiiiiiiiieieiier et e e (0) (1) (2) (3) (4)
21, DEPTESSIONL . urieierieirirniteeeiits it be st sttt (0) (1) (2) (3} (4)
S T T oTe) 1 0% ¢ T W URU T P (0) (1) (2) (3) (4)
D3, ATIKIELY uvveerrverimivurnsiseeaorsresses st se s ettt e (0) (1) (2) (3) (4)
24. Trritability (general). .....oococciciiiiiimii e (0) (1) (2) (3) (4)
05 . HEAAACHIES +vvnneeinniiinererneeranneeeneraunerniassrssstesosesastrnuennioanrirsasessriosss 0 (1) (2)(3) (4)
D6, DIZZITIESS .evuerrenriiernrenrsnsnnreeuersssaarsarnrenssesesseseasiasaranasiotascescsssssaes (0) (1) (2} (3) (4)
27. SWEATINE «o.veeeriritenirrt ettt (0) (1) {2) (3) (4)
28. Internal tremblng ........ooiiiiieriiiii (0D (2)(8) (@)
29. Palpitation of BEart .....cccveiieeiiiiii i (0) (1) (2) (3) (4)
30. Muscle pain and backache......ccomiiiiiii e (0} (1) (2) (3) (4}
31. Difficulty in cONCentration ......cccccooimiien e (0) (1) (2) (3) (4)
32. Chronic iNAIgESHON . .ouurrereiieer it (0) (1) (2) (3) (4)
33. Cold NANAS OF fEEL...uiiimiriii ittt rria e rr e ss s saas (0) (1) (2) (3) (4)
34, BIUITEd VISIOTL tvvivirreruaenrnnenniiiinetierenssassasrestisraterseiasssnarsseocissiorsses (0) (1) (2) (3) (4)
35. Muscular twitching OT CIAINPS «..coueriirriiiirmiii e (0) (1) (2) (3) (4)
36. JOINE PALTL .evviiiiiinire ettt {0) (1) (2) (3) (4)
37. RESTIESSIIESS tuurrrvyeruniretrriirrsesriartteeeeutitiittrniassirrtesetiistitisteiains (0) (1) (2) (3) (4)
B8, ODESILY tevveeeeerrirmireiniirrre st (0) (1) (2) (3) (4)
39. FOrgetflllIEss .ooveerueerenueeie ittt (0) (1) (2) (3) (4)
A0. NEIVOUSTIESS wuevurerrerenrseeennstssersissesnmensstsseesiitrstmittoresottatsestissmnes (0) (1) (2} (3) (4)
4], TNAECISIVEIIESS . vurvnrunrurracareniiniiarressrsnestattotitittersrinsssrattescitiosasses L.(0) (1) (2) (3) (4)
42. Craving fOr SWEEES ...ceiiiiiiiiimmiriiieir (0) (1) (2) () (4)
A3, MOOMITIESS. eunrenrirnieraenaerreerassetnssaeraaatasassessrsssiessaneniaasass e (0) (1) (2) (3) (4)
A4, ALIETEIES .ooiveeenreiniraeieente ettt (0) (1) (2) (3) (4)
45. Sighing and YAWIDG .....ccowiiiitamimteninnts et (0) (1) (2) (8) (4)
46. Peculiar breath or perspiration 0dor ..........cceeiiiiinn (0) (1) (2) (3) (4)
47. Noise or Hght SeNnSItiVILY ....oovviiiiiiiii e (0) (1) (2)(3) (4)
A8, MOOA SWITIES «veerervrriarrrrerssreaireseiirs sttt 0) (1) (2)(3) (4)
AQ. Crave ChOCOLATE ..coivviiiieiiier it et e st sea s faa e (0) (1) (2) (3) (4)
50. Crave DTead ..ocovvviirniiiiiiniirrneeisceii e eeeiereerareearrraereans (0) (1) (2} (3) (4)
51. Feeling “spacey” or UNTEAL” coiiiiiiiiiiiiee et (0) (1) (2) (3) (4)
52. Crave alcohol ..... e et eteteeseieseeaeerieetestesceteeieianeinentasaaeaaeetetsaas 0) (1) (2) (3) (4)
53. POOr €XEerciSe tOlETAIICE ..vurenirniiniiriirirerrs it innies et sanes Oy (2)3) 4)
54. Night UrNAtiON .ooverieeeesieniiirii i (0) (1) (2) (3) (4)
55. Frequent UTination .....ooei ittt (0) (1) (2) (3) (4)
56. Premenstrual symptoms (PMS) .cc..uoveiiiiiiiiiiieenee {0) (1) (2) (3) (4)
57. Constantly NUIGIY ....eveierireniimiiiriir it (0) (1) (2) (8) (4)
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