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Competitive inhibition of HMG-CoA reductase renders this enzyme unable to convert HMG-CoA to mevalonate (the rate-limiting
step of cholesterol synthesis) — reduced intrahepatic cholesterol biosynthesis — upregulation of expression of LDL receptor gene
via sterol regulatory element-binding protein (SREBP) — increased LDL recycling and: [2]

L | LDL cholesterol

T HDL cholesterol
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Features Vaginal yeast infection Gonorrhea Chlamydia infections
is 7 ATERTARNNAERs agihelymEaermnenet
- . —/—"-'
&) o ol o
* Gardnerella . nas . . * Neisseria e Chlamydia trachomatis
Pathogen S ENEnesonastuan * Candida albicans
vaginalis vaginalis gonorrhoeae serotype D-K
. White%, and e Purulent, creamy e Purulent, bloody
. * Frothy, .
* Gray/milky thick (cottage yd[M
Discharge yellow-green "
« Fishy odor ) cheese-like)
¢ Foul-smelling e Odorless e May be malodorous . . ’:}
W\?\ et do m&?’i’
—_—
Vaginal .
inflammation * Typically * Present * Present * Absent
=) absent
- * Typically
Cervicitis e Often present e Absent e Present
absent
/ \
o/ ma
Vaginal pH e >45 d e Variable
Microscopy * Flagellated Wy ¥ e s\ ° Qram-negatlve, * Intracellular organisms
findi s Sluecells rotozoa > Fseudohyphae intracellular that Gram stain poorl
ALl epllelial cells = loudd\y veasF diplococci poery
swlouut be b 1Y batkedia 7
—
00 W ) Fop cal O # ‘ ) - Azithromycin
* Metronidazole * Topical azoles e Ceftriaxone IV/IM L.
A/ ?W Treatment * Metronidazole | Oral fl lei | * Doxycycline in
Metronidazole e Treat sexua e Oral fluconazole Io""'ﬂ\ e Treat sexua nonpregnant patients
é partner(s) nonpregnant adults @ partner(s)
N * Treat sexual partner(s)

Set fe b Vish qu Sw\ﬁj Syswiea D]Vt ///@M(d‘ “;;a/;m Nowlé /
né SHawhes? i )
p/% J M-W”’n('?— St ! AR )MMWUA{/MS&I/

. r
‘m\'v\z(‘libﬁn.w Y bots ad\l';l"7 o\,‘.“} SéL 2 b b
14

0N Howg
zﬁ GLM/))/\, 4 k/aﬂ'lv\]
AVN M"["‘""’ womea !

¥ avw\:al Y 74f 7T I R S
dush-"j

S

t

AC \".cM

5 @S)W@V\
l/\a/M" VW\ LOJ\M(QQ)\'C\)Q /"JCK\I\(\(C)I M@""“” \’o w@\,w\, oowalion

N\on \I\ "]MOJI'\ 2 S\'?//, I;U‘ﬁy C,O(’WT« U\-D / b‘ﬂ//':(//'he,nﬂua /b(,l,qqu iNIfV\zMAst

SL\‘H’ Mﬂ)"'oﬂ e} (BN ot
\wa dwa o T/- U ﬁ) /6,/,9{ S\,-,(\ \nm,?\qﬂ\,



% e\ ol el d ¢

@ io/]'-l:bqquafmus - bhaled m@n\ﬂ&.$i ‘abevCowfie  Can Le cvorled in Pedlleu.aby

(5 duys
be b

oVl Xt o\
Ang \'Mé_ﬂ
Df o\ ux\o.\ W

@ \o‘(f\a.\ ovel) mmner‘/\/\e-- b/@g)’g Qﬁéﬁ ndwe  « mg,mf/\/\m anNd
5\&@9/655 ounle\ion

e 2 Bl b1 1akion by bo\edim ¥ '/"‘d"""f) an oo Cc,fh

o /ms e, (onl \/«ug):w

| N — ~\

y
C,MJX;‘.AQ}« \k / /tg,os\r‘m an\ v\
\ | dysrere /nea
¢ Sxﬁé&mp@mﬂ’m Y emelils 1 pmiomtiiasis
\n'\a\“\a ekt s‘hi’ch; ach:\} nb rofwal whed ne bheediod
Vevulip\e \ Types.
Nove Gt ypemelbs: \ ~ ol pof UM | sbodaness
ot ehion DMPR . depot ety plipshes
- . acymie
N~ 0"\\( :
— Crdonel/ b8 ¢ WAal? a5y 5 Dot

—  abwo/ad Wit hleel vy \neavy) ranes V) \u:\m _—
J e N

— piest 3y smencl /s
/Y y{ies




OTAN Y c\/alg»

@ OJVI-C{,":VL rq\fO\I\'HMSJUM\ o neg oL L 3 wealts
@ Vﬁﬁ\m\\ '/"“3 f;o( ;we,!.lLS ! ﬂ[()(b'. I/'Q b-k\vd-ﬁa Q/HA.N,) "/Sl’ﬂ»&'.o\ and dwm}ﬁéh’tl

C 3v\ C C,&"\b& wsed %’0‘(3 Mg s ,Y\I\UV\ 7 .L/ﬁﬁ Iof [)dedgpof' {(e_g wee b
du«/::ﬁ\’wﬁ week ) Vleve macj have WiV bawe) blcu:g) bub exX\enteh

WS | Ny ease TJ\L‘,EU\Q( o?r ))/M[A h'/"'ﬂ\" loud,:.\}

Alossy Hocks obCNLs

® Megusar hie e,

@ G\« LD, rewsen

@)Mobm\rgb

B »iatadve

B o} senbesiny

( Jegwad jemesnt meblpod ﬁn/’ @»\L w\.,\H/\S>

~ |
L D T quaps device ok in b

)

v 7
NOA N 0fpmorga | \I\JJ/MM\ [ W'@%LM‘
[ Cpeer )

bemnel; fs4,-
b vl of endeelvial ,eovwice\ Can€es

\,, e 25 Hual ‘o,\:\,\ awn b ble_e,é.'y
Side e Boke-

{)/'LOA&Q EN mé\,\g_w:/) renedlyaal bl«l}\"j espeuqu; He F;/s L 3L monbns oﬁ /la.(_w*



- L _
| )

Y L oprs)
41()’1)(/ C Nlo— v Jeos’ ) l/\()yw ?/::\
1he kOJ\:jC s,}r~ez//l/-c>& \l 0 U e /ge_sl/glﬁ,leﬂs:}

Tup
MON : (eake :§ \pmrakion dearense Mo A
Spern b iabiliby and Furchion decs/Case Sped/m viakilhy

plAemy spedm Vo ach oocyte

5\.%/)‘/555 Miﬁ‘lﬂ-ka}o (A/Q(M/I\I(AHOJ'

S\,,ZA/I {/ 2 Od"' on - ’I)&/Mf/\qvll' i Eb/lf’.liléjq

@ hiltam Fubal  [gakion
@ Jesetlomy
g

COM»?\I C&Yiot\

—  hemalyma

— 3,.,1/5-'01\ oile '\"‘Y'*(C\'iov\

D™

&,#w,hcw'» Jznglémﬁ Fnlq../u/ pdy L psicsa @olypla, Dty i weia Ml loss
U P B A S A SR A T

¢ 4 -
Iyl ss—eS hy porsly (@.m’ ¢ Sk« Fype 2 O hyorglyaria dohydrationw o) Nehaci sis

15 o of ke DM 5 W

( /‘%M/] | /’7/(’ ‘ \ N\a/\ogm/\-' o
. <29, maggount 7% J < 29
ot anl 4=

: NV | sonem | |7



AW A ebo,s.'fj at

"t
wej d;,gnoS'..(
6(,‘400 au\r'\J)oclles v \A X
b gl M & epoudent L X Y
3ot sorsidly | v )
go\vm:\lj‘l/\fﬂ"’g, @/40% 76 ’70% 7 % Boves )i o
’
D j %j% \C) I Lo
Dlp‘gﬁasx —
f’“A/WSymphM‘ [NoA f/a,gmv\\' (Type 2pm) {P/e Siabeles
Spughe—aic ER G 7 126wl W, a1 ¢ 5.7 ¢4
Vandw 7 2@ Tt OOV 7 Qoo - Ffé (Loo-1 )
Bhwic 7 65 o1 T ( tho -\
(alt least g %bw(hsg Le @U\'\‘ q,puuq)g
gct/(,L A :g
= = >
(Dfﬂbe}ffﬂeﬁi}’us}y/c 4 (Tc//€ 7_)
Same CXco A
U ne msialbamin 3\ \W\ er( quM:V“HM/
evetff £—\2 —nlins /10 mithoalhumin

at Fme of & aposis
e e Kam:vortion «...:)'h:‘~5ﬂ’32,,rum Phen O\wu\u;qllj
av\nm\\j
Bp
Lod pennel, L A C



ent :

4al hbﬂlCQ;

=90 L£IOCTOR D

comorbiditieg or a limited lite expectancy.

FIRST-LINE therapy is metformin and comprehensive lifestyle (including weight management and physical activity)
if HbA, above target procedd as below

TREATMENT
REGULARLY
(3-6 MONTHS)

ESTABLISHED ASCVD OR CKD l

- WITHOUT ESTABLISHED ASCVD OR CKD

ASCVD PREDOMINATES HF OR CKD ¢
PREDOMINATES

PREFERABLY
SGLT2i SGLT2i with evidence of

reducing HF and/or CKD
OLP-1IRA wih progression in CVOTS if . EMTHER!
eGFR adequate® GLP-1 RA SGLT2 GLP-1 RA
! B ecececccQR-==cc== with good

efficacy for
A If SGLT2i not tolerated or \w,i(‘;n::lyossa
adequate’ contraindicated or if eGFR less

EITHER

COST IS A MAJOR
ISSUE*10

SGLT2¢

, , || or1ra
SGLT2f SGLT2¢ OR
OR OR DPP-4i
OR
L 120 i
If further intensification is « Avoid TZD in th 12D e
required or patient is now vou e
unable to tolerate setting of HF
GLP-1 RA and/or SGLT2, Choose agents
choose agents demonstrating demonstrating CV safety:
CV safety: + Consider adding
« Consider adding the other the other class with [ Continue with addition of other agents as outlined above ] « Insulin therapy basal
class (GLP-1 RA or SGLT2)) proven CVD W‘e"_l' If triple therapy required or insulin with lowest
with proven CVD benefit + DPP-4i (not saxagliptin) SGLT2i and/or GLP-1 RA not acquistion cost
+ DPP-4i if not on GLP-1 RA in the setting of HF (if tolerated or contraindicated OR
« Basal insulin® not on‘GLP.-1‘ RA) use regaman_wnh Ie_wesl risk of + Consider DPP-4i OR
1205 + Basal insulin weight gain SGLT2i with lowest
LUt o SUt Consider the addition of SU° OR basal insulin: PREFERABLY acquistion cost"®
* Choose later generation SU with lower risk of hypoglycemia DPP-4i (if not on GLP-1 RA)
+ Consider basal insulin with lower risk of hypoglycemia” based on weight neutrality
1. Proven CVD benefit means it has label indication of reducing CVD events. For
GLP-1 RA strongest evidence for liraglutide > semaglutide > exenatide extended
release. For SGLT2i evidence modestly stronger for empaglifiozin > canaglifiozin. 6. Choose later generation SU with lower risk of hypoglycemia If DPP-4i not tolerated or
2.Be aware that SGLT2i vary by region and individual agent with regard 7. Degludec / glargine U300 < glargine U100 / detemir < NPH insulin contraindicated or patient
to indicated level of eGFR for initiation and continued use 8. Semaglutide > liraglutide > dulaglutide > exenatide > lixisenatide already on GLP-1 RA, cautious
3. Both empaglifiozin and canagligiozin have shown reduction 9. If no specific comorbidities (.e., no established CVD, low risk of hypoglycemia, addition of:
in HF and reduction in CKD progression in CVOTs and lower priority to avoid weight gain or no weight-related comorbidities) 5 -
4. Degludec or U100 glargine have demonstrated CVD safety 10.Consider country- and region-specific cost of drugs. In some countries +SU° « TZD® + Basal insulin
5. Low dose may be better tolerated though less well studied for CVD effects TZDs relatively more expensive and DPP-4l relatively cheaper
FIGURE 10-1. Rec Jations for medical of diabetes mellitus type 2.

From American Diabetes Association. Standards of Medical Care in Diabetes 2019. Diabetes Care. 2019;42:590-5102.

5. Monitoring



“First-line therapy is metformin and comprehensive lifestyle...”
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@ ‘Established ASCVD or CKD”

eadia (CKD) o3 slS e 51 (ASCVD) il (oulh Gral b coles suie g 11 13)

@ 1. ASCVD Predominates (Glacll ga (8l l):

kAl
e GLP-1 RA: ) liraglutide. semaglutide
CVDYI i Y& @] old) lasie

@ 2. HF or CKD Predominate (ma¥! aa (U1 o7 Juzdll LI 15]):
sy

®  SGLT2i (Jis empagliflozin) oK 13 eGFR wuwlic
progression CKD & HF hospitalizations JIsi (g

K J3L eGFR i desias SGLT2i 131 ©
DLl 558l GLP-1 RA susiose

1ingdl 358 Jb L 45 13a aay HbALC 13
(...insulin, DPP4i, TZD) Al uua Lélia] Ligal busie
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1. Need to minimize hypoglycemia (,Scull Lgia ciad Ciugll):

:hypoglycemia cues ¥ &ysdl aasic]
e  DPP4i. GLP-1 RA: SGLT2ic 41 TZD

2. Need to minimize weight gain or promote weight loss (s i (yyslle Lslas Léaa):

sy
e  GLP-1RA i SGLT2i

SGLT2i = Ji-empagliflozin, dapagliflozin

GLP-1 RA = Ji. semaglutide, liraglutide

siad! 1t ] DPP4i = Jis sitagliptin

SU = sulfonylurea (Jis glimepiride)

Cost is a major issue (sile 4aK!I 4l) TZD = Jis pioglitazone

:UAA_;Yl :t._\'_s.lyl ‘Aml
e SU (Sulfonylureas) 51 TzD
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Purine metabolism

Purine nucleotide Diet
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Xanthine oxidase
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(\ Acute gout attack

N o
u-) Rest and ice

and
Continue any
preexisting ULT

v

Initiate pharmacotherapy
within 24 hours
of symptom onset

N

J

e 7
e 1D xS
* Attackiny : f\/ﬁAL P x rhreng
oints, >(1 large joint ) UJ'TM: [
& severe pain R 6\.4_(_0
N

Al
J
- o) Corbpineh

J N e ¥
Monotherapy with any first-line agent If first-line agents Combination therapy
Choice depends on clinician and patient preference are contraindicated
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e - R glucocorticoids
Pros: no systemic effects,
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( 6) L requires trained provider ) Systemic
glucocorticoids
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Pros: possible added pain relief
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In consultation with

F\ U [/ ﬂu' rheumatology if first-line

O [/ KA agents are not tolerated or
a ~ contraindicated J

Pros: used for both prophylaxis
and treatment, consider if
NSAIDs and glucocorticoids are f
contraindicated N
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interactions with other drugs
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Cause sg

Arterial hypertension

Epidemiology
* Most common cardiovascular risk factor
¢ Prevalence (US): 1/3 - 1/2 of adults

Etiology

1. Primary hypertension (~ 90%)

2. Secondary hypertension ( ~ 10%):

* Endocrine causes (e.g., hyperaldosteronism,
hyperthyroidism, pheochromocytoma)

* Renal causes (e.g., renal artery stenosis,
renal parenchymal disease)

* Coarctation of the aorta

¢ Obstructive sleep apnea

* Medications (e.g., corticosteroids,
sympathomimetic drugs}» ¢ p ,N./Ee'-/

%3
Diagnostic criteria dobin
BP > 130/80 mm Hg
Subtypes ;
* White coat hypertension ke

* Masked hypertension no/mali= ¢!

* Isolated systolic hypertension
(i.e., systolic BP > 140 mm Hg and
diastolic BP < 90 mm Hg)

Stroke, TIA,
subcortical leuko-
encephalopathy

Carotid stenosis

Hypertensive nephro-

puaked

sclerosis, CKD

S(JUC‘/e

Aortic dissection
or aneurysms

Vasoconstriction
Retinal hemorrhage
Papilledema

Hard exudates

Hypertensive cardiomyopathy:
initially concentric, later eccentric
hypertrophy of the left ventricle
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Previous
classification

4 + +

2017 Normal BP Elevated BP Hypertension Stage 1 Hypertension Stage 2
N AT SBP <120 mmHg SBP 120-129 mmHg  SBP 130-139 mmHg
Baasi andDBP<80mmHg  and DBP<8OmmHg  or DBP 80-89 mmHg SOEEIaNEOHg X DRE E20 g

2018
ESC/ESH
Guidelines

High CVD risk or with Drug therapy Drug therapy
established CVD? (2 medication)

Management
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TOPICS | POPULATION ! TOOLS FREQUENCY GRADE
B

Pre-DM &T2DM 35-75 Years HBA1C ANNUALLY

(overweight & obese)

Male: above 35 years Every 4-6 years if

Female : above 45 Lipid profile low risk , more B8
DYSLIPIDEMIA vears frequent if at high
{ younger if high risk risk or abnormal
for coronary heart results

disease

Office blood
HYPERTENSION Above 18 years

pressure Every

measurements

*Women 65 years &
older

OSTEOPROSIS *postmenopausal DEXA SCAN B
women younger than

65 years at increased

risk of osteoporosis ’
ABDOMINAL ‘ For males only ( 65
AORTIC | 75) who ever smoked ‘ Abdominal US once 8
ANEURYSM
|
BREAST | s0-74 vears female mammogram Every 2 years B
CANCER ' |
*FIT,FOB annually ‘
*DNA FIT every 3-5years
COLON 45-75 Years *Colon CT or flexible sigmolidoscopy A
CANCER every S years
* colonoscopy every 10 years
* flexible sigmoidoscopy every 10 years
with FIT annually
S ! — .
CERVICAL * 21-29 years in *Pap smear Q 3 years

CANCER | sexually active female |




B
|
' *30-65 years female *pPAP smear Q 3 years , HPV Q 5 years,
\‘ Contesting Q. 5 years
| — { » : = 1)
1 50-80 years if
l Has 20 pack year
B

| ~
smoking history Low density ClI annually

LUNG CANCER Current smoke
| -Quit smoking within

| 15years
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Anemia
| Hemoglobin

|
Measure MCV
|

Microcytic Normocytic

MCV 80-100 fL

MCV <80 L

v v

Y

Macrocytic
MCV > 100 fL

Y

i i ; . Megaloblastic
F o | ©/1 Reticul
[ | Ferritin ] [ /1 Ferritin ] | Reticulocytes /1 Reticulocytes e o
smear?
1 TIBC /| TIBC
No———Yes—
¢ A £ l \
Abnormal Basophilic stippling . )
 CRP/ Hb electro- andlor ringed LEPO ot EPO. St hemqusrs?
ESR phoresis sideroblasts Pancytopenia + | Haptoglobin
« 1LDH
+ 1 Indirect bilirubin
+ Reticulocytosis
v v '\{z)/ﬂ" s ¥ r e Yes; « Liver disease ¥
~ + Alcohol use )
» Anemia of || ¢ B-Thalassemia ||, Sideroblastic Chronic : . + Myelodysplastic | | Folic acid and/or
Kol deficancy chronic || * HbHdisease anemia kidney B Bhagioas| (|oMONte ;yndr(zme. " vitamin By
anemia* et Hb Bart disease ||, - : anemia anemia* + Hypothyroidism o
L disease U Lead poisoning disease + Multiple myeloma deficiency |

*Anemia of chronic disease and iron deficiency anemia may also manifest as normocytic anemia.
**Hemolytic anemias may also manifest as microcytic anemia with normal iron studies.




M Mo me u&

_ Vi —5TON

- 5)’0? b\eeéf/\ﬁ—-)cﬂc 'y \/\Wog/dl\/“’(}"é aNnem.a

B QPD —s Qe ni¢ y:u\g disense

— Jd\ s ﬁa\q\'ta m%«b\asuc ANE Mig

— Jd e (p\/ﬁé\ox\m v $tedsblastic  anemia
Yo \ood Yanspasion W Wb F of € /[\]\oéu/l\\'e oLV\e/m?a:J\\«\r\j\\ (9 &
Srm/))'urv‘q\l"i

D— O> N\ \’/4“$Q\qm\'q\ﬁon —p A P\“S}'ic alngMia



