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Dyslipidemia - Part Three

Okay, now let’s look at some cases. The first patient is a 59-year-old female with chief complaint of
dry, red, hot, painful, and very itchy skin. She had not had any comprehensive blood work for over

two decades and was unaware that she had very high cholesterol.

Value Functional
Glucose 90 75 - 90 65 - 99
Hemoglobin Alc 56 44-54 48-56
Uric Acid 4.7 32-55 25-71
BUN 17 13-18 6-24
0.79 085-1.1 057 -1
'BUN/Creatinine Ratio 22 9-23 9-23
141 135 - 140 134 - 144
Potassium 43 40-45 35-52
Chloride 102 100 - 106 97 - 108
24 25-30 18 - 29
Calcium 9.3 9.2-101 8.7 - 10.2
Phosphorus 4.0 35-40 25-45
nesium 21 20-26 16-26
Protein, total 6.2 69-74 6.0 -85
|Albumin 4.1 40-50 35-55
21 24-28 15-45
AJG ratio 2.0 1.5-20 1.1-25
Bilirubin, total 0.3 0.1-1.2 00-12
Alkaline Phosphatase 63 42 -107 39 - 117
LDH 187 140 - 180 119 - 226
AST 20 10-30 0 - 40
ALT 16 10-22 0-32
GGT 7 0-28 0-60
Iron 82 85-135 35 - 155
Iron saturation 36 15-45 15 - 55
Ferritin 133 MW: 30 - 150 15 - 150
49 50 - 100 0 - 149
HDL 98 55 -85 > 39
~ Chol / HDL Ratio 36 <3 0-44
Triglycerides / HDL Ratio 0.50 <2 <38
TSH 2.270 05-25 0.450 - 4500
T4, total 6.5 6.0-12 45-120
T3 33 28-35 24 - 39
Total 73 100 - 180 71 - 180
Vitamin D, 25-hydroxy 353 35-60 30.0 - 100.0
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Marker Value Functional Range Lab Range
WBC 53 50-8.0 34 -108
RBC 427 44-49 3.77 - 5.28
Hemoglobin 135 135-145 1.1 - 159
Hematocrit 385 37-44 340 - 466
MCV 90 85-92 79 - 97
MCH 316 27.7-320 266 - 33.0
MCHC 35.1 32-35 315 - 357
RDW 134 11.5-150 123 - 154
Platelets 273 150 - 415 150 - 379
Neutrophils 60 40 - 60
Lymphocytes K 25-40
Monocytes 7 40-7.0
Eosinophils 1 0.0-3.0
Basophils 1 00-3.0
Additional Tests:
CRP-hs 0.26 <1.0 0.00 - 3.00
Homocysteine 85 <70 0.0 - 150
Vitamin B-12 443 450 - 2000 211 - 946
Copper 110 72 - 166
Zinc 105 56 - 134
Zinc / Copper Ratio 0.95 >0.85
Serum Methyimalonic Acid (MMA) 137 0-325 0-378

As you can see, her total cholesterol is 356. Her HDL is also high at 98, but because her total
cholesterol is so high, the total cholesterol-to-HDL ratio is still above the optimal range of below
three. Hers is 3.6. Given her total cholesterol of 356, LDL of 248, and the fact that she did have a
tendon xanthoma, she meets the Simon Broome criteria for FH. Note that her TSH is borderline
high, and total T3 is borderline low, so thyroid hypofunction may be playing a role here.
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Gl Pathogen Screen with H. pylori Antigen - 401H
Parameter Result
*** Stool Culture ***
Preliminary Report Normal flora after 24 hours
Final Report * Escherichia coli isolated *
Amount of Growth Abundant
*** Ova & Parasites ***
Ova & Parasites #1 No Ova/Parasites detected
Ova & Parasites #2 * Blastocystis hominis detected *
Ova & Parasites #3 No Ova/Parasites delected
Ova & Parasites #4 No Ova/Parasites detected
Trichrome Stain Few protozoan forms of Blastocystis hominis
seen on Trichrome Stain
*** Stool Antigens ***
Cryptosporidium Antigen Not detected
Giardia lamblia Antigen Not detected
*** Additional Tests ***
Fungi No fungi isolated
C. difficile Toxin A Not detected
C. difficile Toxin B Not detected
Yeast No yeasts isolated
Occult Blood Not detected
***Helicobacter Pylori Stool Antigen***
H. pylori Antigen Not detected
This stool analysis determines the presence of ova and parasites such as protozoa, flatworms, and
roundworms; Cryptosporidium parvum, Entamoeba histolytica, and Giardia lamblia antigens; bacteria, fungi
(including yeasts), and occult blood; and Clostridium difficile colitis toxins A and B. Sensitivity 1o pathogenic
organisms will be reported as necessary.
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[Stress. obesity, insulin & infection

Inflammation increase inflammation

Hypothalamus CRH Pituitary ACTH . Adrenal
(brain) e > (brain) =

The HPA - Axis

Daily Total DHEAS

1.0 4 @ i, 3, and Free Cortisol

Cortisone
( inactive form )

Cortisol

( active form )

Cortisol-Cortisone Shuttle
cortisol metabolites (THF)

cortisone metabolites (THE)

Age-Dependent DHEAS Ranges

Age DHEAS
Female 20-40 30-350
Female 40-60 10-100
Female >60 5-50
Metabolized Cortisol (THF+THE) Male 20-40 100-2000
Male 40-60 30-300
Male >60 20-100

Daily Free Cortisol Pattern

g Reference
= 12 Range
] Patient
g 80
v
40
°\ll king Morning Afternoon Night

She had Blastocystis hominis on her BioHealth stool test. She had borderline high free cortisol and
low metabolized on DUTCH, which strengthens the hypothesis that hypothyroidism is an issue.
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She had an equivocal positive for SIBO. This could be a single peak, but there is a little dip and an
increase again, so that could be a double peak. Because of her skin issues, it makes me consider
SIBO more carefully, so | would definitely treat in this situation.

fi

Laboratory Test wote wonmsk ™75 opume QBN TSINOCSR Optimal Range

Total Cholesterol (mgidL) [ 379 ] =240 200-239 <200
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Unfortunately, in this particular case, after addressing her thyroid issues, her gut, SIBO, and HPA
axis, she didn’t have any environmental toxins or insulin resistance, her total cholesterol was even
higher six months later on the retest. It’s not clear if the difference between the two results is
statistically significant because there is so much intraindividual variation for total cholesterol. It can
vary up to two standard deviations, which a standard deviation for total cholesterol is 17 mg/dL, so
it can go up or down by about 30 points from test to test without any changes in diet or
treatment. We can conclusively say that this is not an improvement. In this case, the patient will
need direct intervention to reduce LDL-P because addressing underlying causes did not budge the
numbers in her case.

Her LDL-P is 2,640. That puts her in something like the 98th or 99th percentile, if ’'m going by
memory, maybe the 99th. It’s very high. Fortunately, her Lp(a)-P is normal at 61, so this would be
much more concerning if the Lp(a) was high. Most of her inflammatory markers are normal, but her
Lp-PLA2, which is a specific marker of cardiovascular inflammation, is high at 509.

This patient is a 57-year-old male with a sole complaint of high cholesterol.

Laboratory Test Notes High Risk Risk Optimal u".'".... ’ Risk Range ‘WW

Total Cholesterol (mg/dL) [ 293 = 240 200-239 <200
' ' | 2130 | 100-129 | <100
LDL-C Direct (mg/dL) CHD & CHD CHD & CHD CHD & CHD
risk eq. > 100 | risk eq. 70 - 100 risk eq. < 70
HDL-C (mg/dL) “ <40 > 40
Triglycerides (mg/dL) 60 > 199 150 - 199 <150
Non-HDL-C (mg/dL) [ ' . .
(calculated) 2160 130-159 <130

Apo B (mg/dL) =80 60-79 < 60
LDL-P (nmMOI/L)®, by nsn 2582 = 1360 1020 - 1359 <1020

Small LDL-P (nmol/L)*, by nmr 997 > 1000 501 - 1000 < 501

°

(=

n

9 n

Sc + 4 4 +

% 'g sdLDL-C (mg/dL)* [ 44 > 30 21-30 <21

L8 Apo A-l (mg/dL) 159 <114 114-131 > 131

£ 8 HDL-P (UMOI/L)S, by wun | 37.3 | =340 34.1-38.0 >38.0

2_3 HDL2-C (mg/dL)* I 24 I s8 9-11 212

% e o Ratlo =081 0.61-0.80 %060
Lp(a)-P (nmol/L) <50 > 125 [ 75-125 ‘ <75

E P Fibrinogen (mg/dL) m <126 0or > 517 438 - 517 126 - 437

(=8 hs-CRP (mg/L) m >29 1.0-29 <10

EZ | | |

g 5 Lp-PLA, (ng/mL)* 597 > 383 291 - 383 <291
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Total cholesterol is 293. LDL cholesterol is 228. He didn’t have any tendon xanthoma and didn’t
technically meet the Simon Broome criteria, although when you see LDL-P this high, it’s quite likely
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that there is some kind of genetic mutation that is contributing or polymorphism that is

contributing. LDL-P is 2,582. That is again a very-high-risk category. Optimally you want it to be
below ... the THD range is below 1,000 optimal. | say below 1,300 is optimal level, especially if there
aren’t any other risk factors present. Again, fortunately, his Lp(a)-P is in the optimal range of below
50, and once again, we have a situation where the Lp-PLA2, the specific marker of cardiovascular

inflammation, is high.

Comprehensive Stool Analysis | Parasitology x3

4+ Bifidobacterium spp
2+ Escherichia cob
2+ Lactobeciius spp.
NG Enterococcus spp.

NG Clostrigium spp
NG = No Growth

Expected/Beneficial flora
4+ Bacteroides ragiis group

BACTERIOLOGY CULTURE
Commensal (Imbalanced) flora

2+ Alpha hemoytic strep

4+ Hemolytic Eschenchia coll
2+ Klobsiolla pneumaniae ssp pneumoniae

1+ Staphylocoocus aueus

Within  Outside Referonce Range
| 28 | | [<73  pomt
L<to || | <=50 waig

| | | 1070 | <800 ngimL

| None | | | None - Rare

[ neg || | Neg

Lactoferrin  and Calprotectin  are rellable
markers for differentiating organic inflammation
(IBD) from function symptoms (IBS) and for
management of IBD. Montoring levels of fecal
lactoferrin and calprotectin can play an essential
role in determining the effectiveness of therapy,
are good predictors of IBD remission, and can
indicate a low risk of relapse. Lysozyme* s an
enzyme secreted at the site of inflammation in
the Gl tract and clevated levels have been
identified in IBD patients. White Blood Cells
(WBC) and Mucus in the stool can occur with

as Crohn's disease or ulcerative colitis.
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Comprehensive Stool Analysis | Parasitology x3

Sample 1
Mod B sis homini
Rare RBC
Rare Yeast

Sample 3

Mod  Blastocystis hominis
Rare Yeast

A stain and iodine wet
slide is read for each sample submitted.

PARASITOLOGY INFORMATION

Intestinal parasiles are abnormal inhabitants of the gastrointestinal tract that
have the potental to cause damage to ther host. The presence of any parasite
within the intestine generally confims that the patient has scquired the
organism through fecal-oral contamination. Damage to the host includes
parasitic burden, migration, blockage and pressure. Immunciogic inflammation,
hypersensitivity reactions and cytotoxicity also play a large role in the morbidity
of these diseases. The Infective dose often redates to seventy of he dsease
and repeat encounters can be additive.

There are two main classes of intestinal parasites, they include protozoa and
helminths. The protozoa typically have two stages; the rophazoite stage that is
the metabolcally active, nvasive stage and the cyst stage. which is the
vegelative inaclive form resistant to unfavorable environmental condilions
outside the human host, Helminths are brge, multicelular organisms. Like
ummeh&nlmmumwmamnm In their adult

h multiply in b
lngomml MmmmofMIMonmummm
or without mucus and or blood, fever, or ab L

thesa symploms do not always occur wummm
not be diagnosed or eradicated. HMM chronic parasitic infections
can cause damage to the intestinal ining and can be an unsuspected cause of
ilness and fatigue. cmmmlmm-uumm
increased intestinal permeability, rmegular bowel
movements, malabsorption, mormmon lﬁhm joint pain,
allergic X and d

In some instances, parasiles may enter the circulation and travel 1o varous
organs causing severe omgan diseases such as lver abscesses and
cysticarcosss. In addition, some larval migration can cause preumona and In
rare cases hyper infection syndrome with large numbers of larvae being
produced and found In every tissue of the body.

One negative parasitology x1 specimen does not rule out the possibiity of
parasitc disease, o-utwbqyﬂbmmﬂumlmm
1o detect Cryplosporidium spp, Cyclospora cay or Microsp pp.

This patient had gut dysbiosis, gut inflammation, and Blastocystis hominis.
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Control 1 4 28 125 i £E w0 i
20 min. 2 0 42 1.3 l 8 20 {
glacum 3 0 50 132 2 i
:|um a1 o 37 1.38 ‘ 10 '
gﬁom &2 o 37 1,35 | i
100min. | 6 | o0 40 157 i 0 i
120minc | 2 |0 s = : !
140 min. 8 | o 48 1.81 ] |
§[teomin |07 | "0 60 144 | | —e— tydogen —8— Methare |
180 min. 10.] o 44 1.34 i == =« 20pom Hydrogen Postive ===+ 3ppm Methane Positive® !
The 120 minute mark corresponds to the time the biomarker should transition from the smal intestine and enter the colon.
Summary of 2 Hour Results
nc! h 2
Peak Hydrogen (H2) Production: 4 ppm Normal <20 ppm
Peak Methane (CH4) Production 22 ppm Normal <3 ppm”
Peak Combined Gas Production: 26 ppm Normal <20 ppm

RESULT: BASED ON THE CRITERIA USED IN THIS 8TUDY, PRESENCE OF BACTERIAL OVERGROWTH IS SUPPORTED*

NOTES:

He also had methane-predominant SIBO with a peak value in the first 120 minutes of 46 parts

per million.
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Blood Results
Blood Mercury Comparison
et E .
0 1 2 3 a 5 8 7 8
o —— .
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Concentration of Mercury (ng/mL or ugiL)
. N Reference Ranges
Resulls (ng/ml.) QS n=1011; COC n=1928 Percentile
5/27/2015 NA % Change ] Source Range Average S0th 75th  S0th  95th

[Methymercury— Mehg 296 NA Qs <0.003 10 23.3 185 12 29 54 74
narganc Mercury — Hg' 0.409 NA Qs <00071001.75 | 0139 010 019 032 046
Sum— HgT 3.37 NA CDC 0.038 to 9.96 0833 07 17
Blood Reference Values: Quicksiver Scientfic (O5) Dala regreserts 1011 males and fomaies T have UBized cur testing. COC dala represents 1928 females, ages 16 1 &8 |
O biood Mg conartrebons we higher Pl COC tecnuse OS analypem hood 8 popuidon thal wimsdy saspects meraury sty
Data and Analy Meroury was performed o Quicksiver ScentNe, and all vlues are In concenrations of ng Mg per mi of tlood

Urine Results Hair Results
Indication of Inorganic Mercury Excretion Abllity Indication of Methyimercury Excretion Ability

. A

Urine Mgl (ng/mL)

Lo i 3 en Oee () 0 1 ) ) ‘4 L ] ‘.
Blood Hgll (ng/mt.) Blocd MeHg (ngimL)
Al Average Ercreton Mesuy cliut & aveage o stove
verngn when ol & Wi of ot leasl 371 1 T in e b Vs B I ENE 3l
1ood ot 6 8 1 g T 0w be gl i bhood
:::-lhnu..um w‘m.m- e Urine Results (ng/mL) Hair ‘WC)
ephetant o e - 512712015 NA %Change 512712015
Mathylmarcury — Mg NA
Inorganic Mercury— Hg' s NA
Sum-— HgT _!37 NA w

Normal total mercury levels, but his inorganic mercury levels were above the 95th percentile, high
at 0.4. The range here goes up to 1.75, but we typically treat above 0.2. He had slightly impaired
detox capacity for inorganic mercury and methylmercury.
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| TESTS RESULT FLAG UNITS REFERENCE INTERVAL LAB |
TSH+T4F+T3Free

TSH 7.140 High ulU/mL 0.450 - 4.500 01
Triiodothyronine,Free,Serum 2.0 pg/mL 2.0 - 4.4 01
T4,Free(Direct) 1.23 ng/dL 0.82 - 1.77 01
Renal Panel (10)

Glucose, Serum 83 mg/dL 65 - 99 01
BUN 16 mg/dL 8 - 27 01
Creatinine, Serum 0.86 mg/dL 0.57 - 1.00 01
eGFR If NonAfricn Am 72 mL/min/1.73 >59

eGFR If Africn Am 83 mL/min/1.73 >59

BUN/Creatinine Ratio 19 11 - 26

Sodium, Serum 139 mmol/L 134 - 144 01
Potassium, Serum 4.1 mmol/L 35 = 5.2 01
Chloride, Serum 100 mmol/L 97 - 108 01
Carbon Dioxide, Total 23 mmol/L 18 - 29 01
Calcium, Serum 9.2 mg/dL 8.7 = 10.3 01
Phosphorus, Serum 4.0 mg/dL 2.5 — 4.5 01
Albumin, Serum 4.0 g/dL 3.6 — 4.8 01

He had a high thyroid-stimulating hormone level and borderline low free T3, which is indicative of
poor thyroid function probably contributing.
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Previous
Intermediate High Intermediate
Laboratory Test Notes wighrisk "7 optimal L JTE0C.  'Risk Range.  OPtimal Range Rosite
Total Cholesterol (mg/dL) 190 = 240 200 - 239 <200 &
’ | =130 | 100-129 = <100
LDL-C Direct (mg/dL) 122 CHD & CHD CHD & CHD CHD & CHD
rskeq. > 100 riskeq.70-100 riskeq. <70
HDL-C (mg/dL) 62 <40 =40 - 66 |
Triglycerides (mg/dL) 65 > 199 150 - 199 <150 . 60 |
Non-HDL-C (mg/dL) . ‘ .
tcaicxdotech 128 = 160 130 - 159 <130 228
Apo B (mg/dL) 90 =80 60-79 <60 [ 152
g LDL-P (nMOI/L)’, by nom 1511 = 1360 . 1020 - 1359 <1020 [ 2582
T Small LDL-P (nmol/L), sy xsen 649 >1000 | 501-1000 <501 m
% f sdLDL-C (mg/dL)" 22 > 30 21-30 <21 =»
8 § Apo A-l (mg/dL) 171 <114 114-131 > 131 - 159 |
E 10 HOL-P (UMOIUL)', by wom 38.4 =340 34.1-38.0 > 38.0 m
§3 HDL2-C (mg/dLp 23 =8 9-11 =12 24
£ mgm:-lhllo 0.53 2081 0.61-0.80 = 0.60 m
Lp(a)-P (nmol/L) < 50 > 125 75-12% <75 <50
> Fibrinogen (mg/dL) [ 420 N <1260r>517 | 438517 126-437 [ 409 |
g CRP (mo) | 04 >29 10-29 <10 | <0.3 ]
8 Lo-PLA, (ng/mL)» 256 > 383 291 - 383 <291 [ 597
E ! | !
g 3 Myeloperoxidase (pmol/L)' 281 2332 | 256331 =255 | 263 |
. - =202 01 <01
Oxidized LDL-B,GPI (U/mL) [ <01 l High Risk Moderste Risk Low Risk

In this case, after addressing all of the core mechanisms, look at the improvement we got in the
test results. Total cholesterol went from 293 to 190. LDL cholesterol went from 226 to 122. LDL-P
went from 2,582 to 1,511, which is still high but an incredible reduction. Lp-PLA2 went from 597 to
256, which took it from being high into the normal range. The only marker that didn’t change
significantly was myeloperoxidase, which is actually a little bit higher on this follow-up test but
unlikely to be statistically significantly higher.

This is one of the most dramatic improvements I've seen from addressing underlying causes versus
the last case, which was rare in that markers didn’t improve at all. | figured I'd start with giving you
the extremes on both ends of the spectrum. Usually you don’t see an improvement this big just
from addressing underlying causes, and usually you don’t see no improvement at all, so these next
cases will be more typical of what you would see.

The next patient is a 39-year-old male with a chief complaint of high cholesterol. He is the founder
and CEO of a well-known tech company in Silicon Valley. He also had insomnia, fatigue, and high
stress, but these weren’t his primary concerns, and he viewed them as situational, but they
certainly could have been contributing to his lipid numbers.
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LMP12+P+EACHCBC/D/PIR+ PSAT..,
ALT (SGPT) “ A 044
GGT S0 A 0-65
Iron, Serum L gL 40-155
Cholesterol, Total 337 Migh mg/A 100199
Triglycendes L1 mg/a 0-149
HOL Cholesterol n mgidL >3»
According to ATP-III Guidelines, MOL-C >59 ng/4L is considered a
negative risk factor for CHD.
LDL Cholesterol Calc 248 High mgidL 029
Comement:
T. Chol/MDL Ratio 47 Yo unts 0050
T. Chol/EDL Ratio
Men Women
1/2 avg.risk 3.4 3.3
Avg.Risk 5.0 4.4
2X Avg.Risk 3.6 7.1
3X Avg.Risk 23.4 11.0
Estimated CHD Risk 0s Umes avg. 0.0-1.0
T. Chol /EDL Ratio
MNen Women
1/2 Avg.Risk 3.4 3.3
Avg.Risk 5.0 4.4
X Avg.Risk 9.6 )5 ]
IX Avg.Risk 23.4 11.0
The OXD Risk is based om the T. Chol/HDL ratio. ouax
factors affect OMD Risk such as Mypertemsiom, smoking,
diadetes, severe chesity, and family history of pre-
mature CHD.
Homocyst(e)ine, Masma 115 umolL 0.0-15.0
Prostate Specific Ag, Serum 1.6 ng/mi 0.040
Roche ECLIA methodology.
According to the American Urological Association, Serusm PSA should
decrease and remaln at undetectable levels after radical
prostatectomy. The AUA defines Diochemical recurrence as an initial
PSA value 0.2 ng/ml or greater followed by a subseguent confirmatory
PSA value 0.2 ng/ml or greater.
Values obtained with different assay methods or kits cannot be used
interchangeably. Results cannot be interpreted as absolute evidence
of the presence or absence of malignant disease.
Free Testosterone(Dwect) 86 po/mL 68215
DHEA-Sulfate 750 wa 7163754
Estradiol 59 po/mL 764206
Roche ECLIA methodology
C-Reactive Protein, Cardiac 0 ma 0.00-3.00
Relative Risk for Puture Cardiovascular Event
Laow «1.00
Average 1.00 - .00
MR LigoProfile
LDL-P 2247 High nmol/L <1000
Low < 1000
Moderate 1000 - 1299
Borderline-Nigh 1300 - 1599
High 1600 - 2000
Very Nigh > 2000
LoL-C 249 High mg/d 099
optinal < 100
Avove optimal 100 ~ 129
Borderline 130 - 1%
Nigh 160 ~ 189
Very high > 18y
LOL-C im inaccurate if patient is non-fasting.
HDL-C n mg/dL >3
Triglycerides 9 mo/dL 0149
Cholesterol, Total 338 High mg/dL 100-199
HOL-P (Total) 326 umol/L >=30.5
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Total cholesterol is 337. LDL is 248. HDL is 72. Total cholesterol-to-HDL ratio is 4.7, which is well
above the 3.0 cut point. LDL-P is 2,247, which puts him in the very-high-risk category, and his
homocysteine is also above what | like to see. It’s 11.5, so it’s in the lab range but above the optimal
range. His free testosterone is low, and in men, testosterone is protective against heart disease, and
then his DHEA is high, and that’s consistent with the stress response.

STRESS

Stress (or inflammation)

the brain to release ACTH, Reference Range @ Reference Range
causes the bra release Limit (low) Limit (high)
which stimulates the adrenal glands
to make hormones

CRH

Total DHEA Production

Age Range
10.0 50.0 20-40  2500-5500
Q 40-60  1700-3500

>60 1000-2500

Melatonin* (Waking)

Adrenal Gland DHEA

A patient’s catabolic vs anabolic balance can Total DHEA Production
be estimated by observing relative DHEA (DHEAS + Etiocholanolone + Androsterone)

(anabolic) vs cortisol (catabolic) production

G
Ortise, Co

\"'”‘W}
3 3850.0 yA @‘ 1. 7000.0

-
-~

~
%%‘ A Metabolized Cortisol (THF+THE)
‘;“; (Total Cortisol Production)
-
(o
%e-,‘
AN J
600! =Y
fod
Sau
0
Vs
120

© Wiking ) Morning (8) Afternoon (C) Night (D) O Wiaking ) Morning (8) ‘Afternoon (C) Night ()

ard cortisone Interconv ery () 'b"'fso

(-_eﬂ‘d )
and are metabolized to
f1.400.0 THF & THE for excretion 100.0 ;4 @ §s225.0
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Not surprisingly, his DUTCH test results were a mess given his stress and job: high 24-hour free
cortisol and cortisone, over two times the upper end of the lab range; very high metabolized
cortisol; high DHEA; and low melatonin.

Comprehensive Stool Analysis | Parasitology x3

BACTERIOLOGY CULTURE

Expected/Beneficial Nora Commensal (Imbalanced) fora Dysbiotic flora
3+ Bactoroides fraglis group 2+ Alpha hamolytic strop

3+ Bidobacterium spp. 1+ Gamma hemolylic strep

2+ Escherchia coll 2+ Hemolytic Escherichia coll

1+ Lactobacillus spp. 1+ Providenca retigen

1+ Enferocoocus spp.

NG Clostridium spp.
NG = No Growth
|3 B make up a sigr porson of the %otal microfiora in @ heakhy & bafanced Gl tract. These benefical bacteria have many
health-grotecting effects in the GI tract 9 2 i g Toars, dg 9 pr and y and gatng arti-
Sumor and ant-infammanry faciors.
Mnmm-ummmn cmuummpmummnnwa L with ohwr fers.
of o redutve 10 other fors I C. AMcie sssocsied dseme =

mawwmubmc AN DNA test is recommended.
nmmmcmmbmmclmnmusmmwm“w

levels of and Certain E at higher levels.
mmmdmwmmmmmmmnmmnmamMmumunn

mumber of faciors Indluding: consumption of comaminated water o 1ood, exposure 10 chemicals that are tosic % benefickal bacteria; the use of antibiotics,
l Mammlgwmmmmm

Normal fiora Dysblotic fiora

1+ Zyposaccharomyces baili

Result: Expected: Yeast normaly can be found in smal quantites in the skin. mouth, intestine and mucocutanecus
Jnctons. Overgrowth of yeast can infect vikually every organ system, leading %0 an extensve aray
' Mod | None-Rare of dincal ] s Eroad spectum  anttwncs cf

heiphs  In entityng  whether  there s MiCroscopic examington. Yeost ae not uniformiy vughout the stool, his may ead o

protlorstion of yoast Rare yeast may bo M«amw-dm fied by , despihe & wmount of yeest

noomal,  however, yeas! cbserved In higher mnndow-nmdmmmnm
(ow o many) s h Mnnd v»ummmmmmwmmmmnm
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Organic Acids Test - Nutritional and Metabolic Profile

Metabolic Markers in Urine Reference Range Patient Reference Population - Males Age 13 and Over
(mmodimal creatinine)

Intestinal Microbial Overgrowth

Yeast and Fungal Markers

1 Caramalic on . 20 094 b oot
2 Ssyaroxymethyl-2-furoic s 18 30 10

3 3-Oxoglutaric s on 0 000

4 Furan2 Sdicarborylic s 1 43 e 45

S Furancarbonyiglycine s 23 ° 00

6 Taarc s 53 ° 00d

7 Arabinose s2® W N — ar
8 Carboxychrc s2 M o »

9 Tricarballylic < 0s8 ° 008

10 2+tyaroxyphenylacetic 003 oar 04 D43 —
11 4+tyaroxyphenylacetic s ® " “

12 4sycoxybenzoic o0 073 H 083 | omy

13 4snydroryhippunc s " . — 07

4 Mippurc s M 19 164

15 Jandoleascetc < 63 043 043

16 Succinic s 83 19 LL)

" HPHPA s W ) 63

AL 4Cresol IC. aiffcile) s » " "

" DHPPA (Beneficis Bacteris) s on [ 81 ) — USL)

Despite no Gl symptoms, he had moderate fungal overgrowth and dysbiosis on both Doctor’s Data
and Great Plains Lab organic acids tests.
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FAMILIAL HYPERCHOLESTEROLEMIA: Gene Sequence & Deletion/Duplication Analysls of
LDLR, Gene Sequence Analysis of PCSK9, and Partial Gene Analysis of APOB

[ RESULTS J
LDLR FULL GENE Pathogenic Mutation(s): None Detected
Variants of Unknown Significance: None Detected
LDLR DEL/DUP Gross Deletion(s /Duplication(s): None Detected
APOB PARTIAL GENE Pathogenic Mutation(s): None Detected
Variants of Unknown Significance: None Detected
PCSK® FULL GENE Pathogenic Mutation(s): None Detected
Variants of Unknown Significance: None Detected
[ INTERPRETATION J

No pathogenic mutations, variants of unknown significance, or gross deletions or duplications were detected in the LDLR gene. In
addition, no pathogenic mutations or variants of unknown significance were detected in the PCSK9 gene or exon 28 of the APOB
gene. This result indicates a decreased likelihood this individual's clinical condition is due to an alteration in one of these genes.

Genetic counseling is a recommended option for all patients undergoing genetic testing

Allarations of Uniikaly CENGAI SIGITCANCS - Any ARMATIONS CASAINAT A4 “Tkaly DANGN™ OF “DANIGN" A8 NOL INCAKIAG 0N TAALMS TENONS A% AVARADIA AUIANCE STONGly ANgUes
aganst pathogenicty. While these fndings are more lkely benign, the pdence is insufficient to y rule out @ or contributing role at this tme
Should encugh evidence emerpe 1o warment a significant classification update for any of these findings. & A slort wil y be sent 1o the ordering
chnician(s)

In this case, since money wasn’t an issue, the patient wanted genetic testing, and as you can see,
no known pathogenic mutations were detected in the LDL receptor, apoB, or PCSK9 gene, yet he
almost certainly still has some genetic contributing factor. As | mentioned before, there are many
genetic factors that contribute to high LDL-P and Lp(a)-P, and we can’t test for them all yet. We
still need to address the high LDL-P regardless of whether we know which genes are contributing
or not contributing. Again, | question the value of this testing. Certainly it can help some patients
to know that they have a genetic susceptibility, and if they are willing to pay for the testing, | don’t
have a problem with it, but it doesn’t often change the treatment plan.
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Laboratory Test notes wighRisk "o opmal o O e e Optimal Range

i

Total Cholesterol (mg/dL) [ 264 =240 200-239 <200
| =130 | 100-129 | <100
LDL-C Direct (mg/dL) CHD & CHD CHD & CHD CHD & CHD
riskeq. > 100 riskeq. 70 - 100 risk eq. < 70
HDL-C (mg/dL) <40 =40
Triglycerides (mg/dL) 94 | >199 150 - 199 <150
(Nco;rl\c-‘k:glt.ég)(mg/du 193 = 160 130-159 <130
Apo B (mg/dL) =80 60-79 <60
T LDL-P (nmol/L), oy wma 2184 = 1360 1020 - 1359 < 1020
P Small LDL-P (nMOULY, by rwn | 667 > 1000 501 - 1000 <501
Ly ~ |
.E § 8 sdLDL-C (mg/dL) I 39 I >30 21-30 <21
F §, Apo A-l (mg/dL) 175 <114 114-131 >131
o 4+ - + i 4
FE- HOL-P (UMOI/LY, oy 432 =340 341-380 >380
§§' HDL2-C (mg/dL) 22 =8 9-11 =12
2 :‘&?C‘B‘m:‘" —— 0.70 =081 0.61-0.80 =060
Lp(a)-P (nmol/L)y l 316 ' >125 C 75-128 <75
[ hs-CRP (mg/L) 1.0 >29 1.0-2.9 <10
-3 ! ! ! ! !
A Lo-PLA, (ng/mL)s 328 > 383 291 - 383 <291
EZ 4 : 1 t
s X S =02 0.1 <01
£ bl Oxidized LDL-B,GP1 (U/mL): <01 ] High Risk Moderate Risk Low Risk

We addressed the underlying causes and started him on some supplements that can reduce LDL-P
and normalize lipid profiles, which we’ll talk about in the treatment section, and here are his follow-
up results. Total cholesterol went from 338 to 264. LDL-C went from 248 to 180, very big changes.
LDL-P did drop a little bit from 2,247 to 2,184 but not nearly as significantly as total cholesterol and
LDL cholesterol.

This is, unfortunately, a challenge with currently available treatments, whether we’re talking about
pharmaceuticals or supplements and botanicals. Statins are much more effective at reducing LDL
cholesterol than they are at lowering LDL particle number, especially in some patients, and the
same is true for the natural treatments. LDL particle number should be the target of treatment
given what we know about it as a risk factor. Unfortunately, many clinicians still treat to LDL-C,
which is a mistake.

Notice that his Lp(a) in this case is very high. It was 316 nmol/L, and ideally you want it to be
below 75. He also has borderline high C-reactive protein and high Lp-PLA2, so there is some
inflammatory process happening here. Along with that high Lp(a) and still high LDL-P, he is still at
significantly elevated risk of cardiovascular disease.
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The next patient is a 57-year-old male with a sole complaint of high cholesterol and family history
of heart disease.

Total Cholesterol (mg/dL) [ 346 ® 240 200 - 239 < 200
| =130 100-1290 = <100
LDL-C Direct (mg/dL) m CHD & CHD CHD & CHD CHD & CHD
riskeq. » 100 riskeq 70100 risk eq. < 70
HOL-C (mg/dL) . 100 | <40 =40
Triglycerides (mg/dL) 61 > 199 150 - 199 <150
Non-HDL-C (mg/dL) ) '
(calculated) 245 » 160 130 - 159 <130
Apo B (mg/dL) [ 156 = 80 60-79 <60
; LDL-P (nmoI/L)Y, by nn [ 2433 | = 1360 1020 - 1359 <1020
; 2 Small LDL-P (nmol/L)¥, sy vwm > 1000 501 - 1000 < 501
é’% sdLDL-C (mg/dL)* > 30 21-30 <21
8 i Apo Al (mgldL) 176 <114 114 -131 > 131
EE0 HOL-P (UmolLY, 1y wen 372 %340 341380 > 380
§§ HDL2-C (mg/dL)* [ 53 =8 9-11 =12
= (Ac':czm)‘" Retio =081 0.61-0.80 = 0.60
Lp(a)-P (nmol/L)s ' 219 C s125 | 75-125 | <75
E Fibrinogen (mg/dL) 442 <126 or » 517 438 -517 126 - 437
Le - . - -~
Eg hs-CRP (mg/L) 0.4 >29 | 1.0-29 [ <10
o L] -
53 Lp-PLA, (ng/mL) | > 383 | w3 <291
= - =02 0.1 <01
=3 Oxidized LOL-B,GP1 (U/mL)* <0.1 High Risk Moderate Risk Low Risk
Flog | Reference Interval _ Result | Flog | Reference interval
Microalbumin (urine) (mg Myeloperoxidase 44 557
albumin/g of creatinine) ? =2 (pmolL)* ’ -
Creatinine, urine (mg/dL) 76 20 - 400 m
Result Flag Reference Interval
. -
TSH (ulU/mL) 381 0.27-420
iron (pg/dL) 80 59-158 T4 (ug/dL) | 94 | | 45-117
Direct TIBC (ug/dL) | 325 | | 250 - 450 T4, free (ng/dL) 1.53 093-1.70
Transferrin Saturation (%) 24 [ | 280 T3 (ng/dL) 95 80 - 200
) } | !
(calculated) T3, free (pg/mL) 28 >»10yrs-20-44
Ferritin (ng/mL) 226 30 - 400

Total cholesterol is 346. LDL is 228. HDL is very good at 83, but because total cholesterol is so
high, the TC-to-HDL ratio is not optimal at 3.5. LDL-P is 2,433, which is very high. Lp(a) is also high
at 219, and then Lp-PLAZ2 is high at 496, and fibrinogen is borderline high at 442. Again, this is a
concerning profile, a significant risk because of the very high LDL-P and Lp(a)-P.

You may have noticed that HDL is high, and triglycerides are normal in all of these patients that
look like familial hypercholesterolemia patients, and that is typical. This pattern is referred to as
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pure hypercholesterolemia, where you have high total cholesterol, high LDL, and then triglycerides
and HDL are normal. This is different than dyslipidemia, which usually involves high triglycerides,
low HDL, normal or high total cholesterol, and normal or high LDL cholesterol, and that pattern is
caused by metabolic dysfunction, whereas FH and pure hypercholesterolemia are often caused by
genetics and some of the other things that we mentioned before.

TSH here was slightly elevated at 3.8, but free T3 and free T4 were in the optimal range, so it’s

unclear whether the thyroid was contributing, but | decided to do a very low dose of natural
desiccated thyroid, given the relationship with LDL receptors and cardiovascular disease in general.

BACTEROLOGY CULTURE

Commensal (Imbalanced) fora
4+ Bacterokdes fragils group 2+ Apha hemolytic srep 3 mmm
4+ Bificobactenum spp. 2+ Garmema hemolytc strep
4+ Eschenchia cob
4+ Lacicbaciius spp.
2+ Erteroccccus pp.
3+ Costnaum spp.
NG = No Growsn
Expected /Beneficial Dacteria muke o & Mg iicant porton of e AN mcrofions I & Peally & baenced OF bect Mmmmm
Naath-grotecing effects n Te O Yac! roudrg marulectrng viamrs ety e dgessng proters ed
wm“m
an, fore 0 & hawthy rlestine  Cloatndum sgp Wouid b conmdend 1 P contes! of Delece With oPwr sspecied herwfice Som
o ower ative 0 other fors W C afcie smsocwied desese &
m.mwmc—-‘c AV DA wal & oo eme e
nmmmum»umom IRalances can oo when thore are Pauficent
lovel of we ovels of Cortan - o hugher lovels.

mmmdmmwumnmnmhuunnam Thay can be present due 1o 8

NuMBer of TaCICN FOLENG CONMUMOBEN of COMAMIdted aater o 1000 EApORure 10 Charmacals TGt 0 1oC 1 Donefical bactona ™e use of aMbincs,

Normal flora Dysbiotic fora

No yeast isclated
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Organix

0091 Organix® Comprehensive Profile - Urine
Meraonogy (CTardem Mass SEectmsccpy Comnmem:
Summary of Abnormal Findings
Findings  Intervention Options Commen Metabolic Association

Fatty Acsd Metabolam
No Abrormedty Found

No Abrormasty Found
Energy Production Markers
3 Koy Ay ste Very Mgh CoQ10, Upok Acd, B1, B2, B3, Citnio soxt cycle
By

B-Complen Vitamin Markers
No Abrormaity Found
Methylation Cotactor Markers
No Abrcrmadty Found
Ne mittor M Markers
No Abrormaity Found
Ounsdative Damage and Antioxidant Markers
No Abrormaity Found

No Abrormaity Found
Bacterial - General
Trcsrtabiane High Probiatcs Backeral Ovargr

L acidophiius / general bacteria
No Abrormaity Found
Clostriial Species
No Abrormaity Found

YeastFungsl
No Abrormaity Found

He had mild fungal overgrowth and dysbiosis on Doctor’s Data stool test and on Organix. DUTCH
test was normal. No metabolic dysfunction. No metal toxicity. Diet and lifestyle were dialed in. In
this case, the cause of hypercholesterolemia was almost certainly genetic.
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Previous
Laboratory Test Netes wighmisk "TIf™ optima SR ettt OptimaiRange  Resuits
Total Cholesterol (mg/dL) [ 240 ] =240 200-239 <200 [ 346
| | T =130 | 100-129 = <100
LDL-C Direct (mg/dL) n CHD & CHD CHD & CHD CHD & CHD a
rskeg > 100 riskeg 70-100 sk eg. <70
HOLC (/oL = Ik =0 00
Triglycerides (mg/dL) = > 199 150199 <1%0 m
Non-HDL-C (mg/aL) ‘ | ‘
(Calculated) 157 =160 130159 <130 245

Ago B (mg/dL) [ 103 ) =80 60-79 <60
LDLP (MMOLY, e 71722 ) =1360 | 1020-1359 <1020
Small LDLP (nmolL), oy s V
SALDLC (mg/dLy |
Ago Al (mg/dL)

HOL-P (molLY, s we

HOL2-C (mg/aLy

Apo B:Apo A Rato
(calculated)

Lpda)-P (nmoliLy 143

Fibrinogen (mg/dL) < 12600 » 317 4.5 126 - 437
hs-CRP (mg/L) »29 10-29 <10
Lp-PLA, (ng/miL)y » 201 «m

Apolipoproteins

:
g
s

=08 061-080 =060

Myeloperoxidase (pmol/L)y ain 26- =25
- 0 2 01 «01
Oxidized LOL-§,GP (UmiLp Moderste Risk Low Risk

N~ |~ ]

Microalbumin (urine) (mg 8 <29 TSH (uiu/mL) 2.82 0.27.420
albumin/g of creatinine) | i |
| | T4 (ug/dL) 76 45-117
Creatinine, urine (mg/dL) 106 20 - 400
T4, free (ng/aL) 1.39 093.1.70
_ Result Flag  Reference Interval I T3 (ng/dL) 90 80 - 200
T3, free (pg/mL) 2.7 | > Wyrs-20-44
iron (pgidL) 70 59.158
Direct TIBC (ug/dL) 332 250 - 450
Transferrin Saturation (%) '
(calculated) . 15-50
Ferritin (ng/mL) 130 30 - 400

After treatment with supplements to address dyslipidemia, which again we’ll discuss in the
treatment section, here are his results. Total cholesterol dropped from 346 to 240. LDL cholesterol
dropped from 228 to 142. Non-HDL cholesterol dropped from 245 to 157. LDL-P decreased by 30
percent in this case from 2,433 to 1,722, and Lp(a)-P dropped from 219 to 143. The numbers are still
high, but these are remarkable changes without pharmaceuticals, especially with Lp(a)-P. There
are currently no approved drugs to lower Lp(a)-P, and this is one reason why it’s often not
measured or tracked. It’s not clear why some patients see a drop in Lp(a)-P after addressing
underlying causes and using natural treatments while others don’t. Note that TSH dropped, but
free T4 and T3 didn’t increase, so you could consider upping the NDT dose until TSH is optimized
to see if that helps even more because it is still a little bit high at 2.8.
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Also note that these improvements that we saw in total cholesterol, LDL-C, non-HDL-C, and LDL-P
are equivalent or greater than what you might expect to see in statins, depending on the dose, so
pretty remarkable.

The next patient is a 51-year-old female with chief complaint of mild fatigue, Hashimoto’s, eczema,
and other skin issues.

[ TESTS RESULT FLAG UNITS REFERENCE INTERVAL __ LAB |
NMR LipoProfile
LDL Particle Number 01
LDL-P 2410 High nmol/L <1000 01
Low < 1000
Moderate 1000 - 1299
Borderline-High 1300 - 1599
High 1600 — 2000
Very High > 2000
Lipids 01
LDL-C 277  High mg/dL <100 01
LDL-C is inaccurate if patient is nonfasting.
Optimal < 100
Above optimal 100 - 129
Borderline 130 - 159
High 160 - 189
Very high > 189
HDL-C 100 mg/dL >=40 01
Triglycerides 235 High mg/dL <150 01
Cholesterol, Total 424 High mg/dL <200 01
LDL and HDL Particles 01
HDL-P (Total) 44.3 umol/L >= 30.5 01
Small LDL-P < 90 nmol/L <= 527 01
LDL Size 22.5 nm > 20.5 01
TSH+T4F+T3Free
TSH 4.090 ulU/mL 0.450 - 4.50
Triiodothyronine,Free,Serum 2.3 pg/mL 2.0 - 4.4
T4,Free(Direct) 1.12 ng/dL 0.82 - 1.77

Her LDL-P was 2,410. This is an NMR LipoProfile that you’re looking at, so it was before | was using
True Health Diagnostics* and testing for Lp(a)-P. TSH is high-normal at 4.0. Free T4 and free T3 are
low-normal, so it’s possible that thyroid is contributing here.

* Note: True Health Diagnostics is no longer in business. See this post for the latest updates.
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Organix

0091 Organix® Comprehensive Profile - Urine

gy- LCS Mass Sp [~
Summary of Abnormal Findings
Findings  Intervention Options Common Metabolic Association

Fatty Acid Metabolism

No Abnormality Found
Carbohydrate Metabolism

No Abnormality Found
Energy Production Markers

No Abnormality Found
B-Complex Vitamin Markers

No Abnormality Found
Methylation Cofactor Markers

No Abnormality Found
Neurotransmitter Metabolism Markers

No Abnormality Found
Oxidative Damage and Antioxidant Markers

No Abnormality Found
Detoxification Indicators

Glucarate High N-acetyicysteine, Hepatic support Hepatic Phase | and |l detox

Hippurate High Giyane Hepatic Phase Il conjugation

L. acidophilus / general bacteria
No Abnormality Found
Clostridial Species
No Abnormality Found
Yeast/Fungal
D-Arabinitol High Antfungals Yeast Overgrowth

Organix comprehensive showed dysbiosis and fungal overgrowth.
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Gl Pathogen Screen with H. pylori Antigen - 401H

Parameter Result
*** Stool Culture ***

Preliminary Report Normal flora after 24 hours
Final Report * Klebsiella species isolated *
Amount of Growth Light

*** Ova & Parasites ***

Ova & Parasites #1 No Ova/Parasites detected
Ova & Parasites #2 No Ova/Parasites detected
Ova & Parasites #3 No Ova/Parasites detected
Ova & Parasites #4 No Ova/Parasites detected
Trichrome Stain No Ova/Parasites detected
*** Stool Antigens ***

Cryptosporidium Antigen Not detected

Giardia lamblia Antigen Not detected

*** Additional Tests ***
Fungi

Light growth of Aspergillus species isolated

C. difficile Toxin A Not detected

C. difficile Toxin B Not detected
Yeast No yeasts isolated
Occult Blood Not detected
***Helicobacter Pylori Stool Antigen***

H. pylori Antigen * Detected *

Fungal overgrowth also showed up on the BioHealth stool test as well as H. pylori, so we’ve got
infections and Gl issues as well as thyroid as contributing causes so far.
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Functional Adrenal Stress Profile - 201

Parameter Result Reference Range Units
Cortisol - Morning (6 - 8 AM) 6.8* 13.0-24.0 nM/L
Cortisol - Noon (12 - 1 PM) 4.4* 50-8.0 nM/L
Cortisol - Afternoon (4 - 5 PM) 1.1* 40-7.0 nM/L
Cortisol - Nighttime (10 PM - 12 AM) 0.7* 1.0-3.0 nM/L
Cortisol Sum 13.0* 23.0-42.0 nM/L
DHEA-S Average 0.35* 2.0-10.0 ng/mL
Cortisol/DHEA-S Ratio 37.2* 50-6.0 Ratio
Low
25 ,\ High
L2 Patient
z 0 o\ \
1 A
g s x\ . e
) | ' w
Morning Noon Afternoon Nighttime

Time of Day

The saliva test, which | was running at this point, suggested HPA axis dysregulation with low free
cortisol and a blunted cortisol rhythm. We see here several underlying causes of dyslipidemia: poor
thyroid function, gut dysbiosis, infection, and HPA axis dysfunction.
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TESTS RESULT FLAG UNITS REFERENCE INTERVAL
NMR LipoProfile
LDL Particle Number
LDL-P 1761 High nmol/L <1000
Low < 1000
Moderate 1000 - 1299
Borderline-High 1300 - 1599
High 1600 - 2000
Very High > 2000
Lipids
LDL-C 187 High mg/dL 0 - 99
Optimal < 100
Above optimal 100 - 129
Borderline 130 - 159
High 160 - 189
Very high > 189
**Effective October 26, 2015 the reference interval**
for LDL-C will be changing to:
0 - 19 years 0 - 109
>19 years 0 - 99
Comment:
LDL-C is inaccurate if patient is non-fasting.
HDL-C 85 mg/dL >39
Triglycerides 89 mg/dL 0 - 149
**Effective October 26, 2015 the reference interval**
for Triglycerides will be changing to:
0 - 9 years 0 - 74
10 - 19 years 0 - 89
>19 years 0 - 149
Cholesterol, Total 290 High mg/dL 100 - 199

After addressing those mechanisms, LDL-P dropped from 2,400 to the mid-1,700s, which is still a
little elevated but a significant and meaningful reduction. The next step in this case would be to
use supplements and botanicals to further reduce LDL-P.

The last patient is a 25-year-old male with prediabetes, overweight, and insulin resistance. We don’t
have follow-up labs on him yet, but | wanted to show you this case to highlight an important principle
we discussed earlier, which is that it is possible to have normal and even low total cholesterol and
high LDL particle number. This happens most often in patients with metabolic syndrome.
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Previous
Laboratory Test Notes HighRisk "™*med®®  optimal lbr'::m '"m Optimal Range  Results
Total Cholesterol (mg/dL) 164 =240 200 - 239 < 200
| [ =130 100 - 129 <100
LDL-C Direct (mg/dL) 122 CHD & CHD CHD & CHD CHD & CHD
% risk eq. = 100 | risk eq. 70 - 100 risk eq. < 70
-9 HDL-C (mg/dL) 38 <40 =40
- :
Triglycerides (mg/dL) 56 >199 150 - 199 <150
Non-HDL-C (mg/dL) ' '
(calculated) 126 =160 130 - 159 <130
Apo B (mg/dL) 79 =80 60-79 < 60
- LOL-P (nMOI/L), by 1505 = 1360 1020 - 1359 <1020
; B Small LDL-P (RMOI/L)Y, by naen 859 > 1000 501 - 1000 <501
82 | .
%3 sdLDL-C (mg/dL)* 22 > 30 21-30 <21
8 2 Apo A-l (mg/dL) 121 <114 114-131 >131
i-a HDL-P (4MOI/L)Y, by nn l 315 =340 34.1-38.0 >38.0
g§ HDL2-C (mg/dL)* 9 =8 9-11 212
- Apo B: . '
po B:Apo A-l Ratio )
=R Ciculated) 0.65 =081 0.61 - 0.80 < 0.60
Lp(a)-P (nmol/L)* <50 ] >125 75125 <75
[ Fibrinogen (mg/dL) 379 M <1260r>517 | 438-517 126 - 437
i .
E” hs-CRP (mg/L) 1.2 >29 10-29 <10
® X t 1
',:_; Sl Lo-PLA, (ng/mL)* 102 ] > 383 291 - 383 <291

If you look at his total cholesterol, it is 164, and if you only were to look at that number, you would
get an A-plus. That’s a pretty low cholesterol number, but look at the HDL. That’s low at 38, which
is a sign of metabolic dysfunction. Triglycerides in this case are normal. They would often be high

in this kind of metabolic pattern, but for him, they are normal, so don’t let that throw you off. If you

look at LDL-P, it’s 1,500, not super high like some of the 2,500 values we’ve seen but still elevated.
Small LDL-P is in the intermediate-risk category range at 859. HDL-P, HDL particle number, also

probably a more important marker for HDL, just as LDL-P is more important than LDL-C, that is low

at 31.5. This test really illustrates why it is so important to run LDL particle number, particularly if
patient has any evidence of metabolic abnormalities, if they are overweight or have other signs

and symptoms of insulin resistance.
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