= =2 [ a wva a o
31891UNMsANE Hnausy Yseyy aeu duaun Ufuin1side Tuuszme

dauil 1 dayanaly

1.1 Fo-urmana :

111 weivna iWosseys

918 30 U Msfnwn USeuayes induenansUoud

audEngamsdn wdsnsnuinaueinishifisUsyasdane
1.1.2  w¥@E19381 97ULAn

91y 34 U Msfiny USeyey e indueansdaudin

ANUTINIRNIEaY LndunsusedmbielruinisUagly

1.2 fundsy/mindianusuRaveu
121 dunds indunsujuang
wihilnusuRinseu SuRnveuUNdunsURamueINTliRIUsTasAaIne
122 dunus ndunsujuang

nhausuRavey Suinveuwndynsusedmiigliusnisgdaely

1.3 01304 “Pharmaceutical Care for Patients with Chronic Disease: Update & Practical

2022”7

qulsEInuTIedeUTEIteulseann wa. 2565 Yean 1tuRRuIII TN TN TN HNIUAT
dlinudangaummamiuns  URUOUUIMISNeNTYARE  HaRARTRIYAIINS  SUT189189Y
semsaltinglunsdaaiunsfnu i Hnausy Uszy
wazganlulsumanazisUssmadsliivun lunuinuiyanaing Ussiteulssanal 2565 534 2
718 S1uauAuay 1,200 U1 LWWuiduitadu 2,400 v (Fesiudfosuindan)

sevieduil 19 - 20 nuawius 2565 @ ViesUszyu VDO Conference  AMELWMEANANS
UNINIRUAVAIUAUNT

dauil 2 doyadildTuannisine Hneusy Ussyu geiu duaun Y§uRnns3de

2.1 Inguszea

dmsundsnsEnliusnisgtheiunuuiuvmmandsnssulungulsaseseinules



loun Tsealauazvaemdon Tsanuiulaings lsalufuludengs Tsala waglseuvnu Wusiu
Taggthongulsadenandedddsunssnvimesveileaduszeznaniy

yiounnefetliulssmussiunanesiorsyilgeilenanagnuligmannsldonls  wu
nshdlianusadolumslden  mafedussisevessr  msfenadulifisUssasdaner  Judu

AU sAndunsiunuImieyimtnlunsfumdymannsldensiuiuyaaInsnIenIsunmgay 9

'
v 1 a

Tunsudleteymswdemsnauumanistesiutdymeasnanidsiinudfgeened

o

nM3duanAL NN WasiunuusuImmandunssulungulsasesaiangin

Y

elindunslafianuiisedsasess wazeildlunssnwndulagu

q

iiiAeUsgloviungdielunane 9 aw wu Dwhbigilsiianusuiielunisldenunniy
annsiindunsisenvesen wazsaamainradulifis-ussasdaneld dwalinssnyivesUlssau
2.2 aun (nedo)
& uwmnensinwgdaelsafing (Gouty Arthritis)
- naginsINadelsAnenIsItadelsAnNdves (Rome criteria)
lngordeinauat 2 lu 4 o Awialull 1. sedunsegsnludengendt 7 fadnsusienddnslugve
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UM 1.2 Taansu Muikazanunie 0.6 Jaansunielu 1 Talug wag/vseendunisena@unlulvaieseen
(non-steroidal anti-inflammatory drugs, NSAIDs) 1u Naproxen 500 diadnsu Tuaz 2 A59 lay
Indomethacin 50 Jaansy Juay 3 AS59
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fadnfudewdans  eriltlunisannsngin  lasanulug) wuzihnslden  allopurinol
Jugmadondiduusn  waz  febuxostat  Husmadendidudiaes (second-line  agent)
dredunsngin (uricosuric agents) A Probenecid, Sulfinpyrazone, Benzbromarone Way
Lesinurad s0udu Shuusindusimadendiduiiaendentsinuiady (add-on therapy) wawwuzii
pegloticase (FslailaFunsSonludsemelng)
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Long term treatment

Allopurinol Febuxostat |Probenecid |Benzbroma- |Pegloticas
rone e*

Dose 50-100mgOD 40 mg OD > 250 mgBID 50 - 200 8mglIvqg2
- titrate upto  titrate to 80  for 1 week > mg/day weeks
uric level mg OD 500 mg BID
Absorption  90% > 49% Complete Rapid 90 - 100%
Metabolism Oxidized to Conjugation  Hepatic Active metabolite N/A
oxypurinol (via UGT (via UGT 267
enzymes) enzymes) hydroxybenzbrom
arone
CYP 2C9
T2 1-2hr 5-8hr 6-12 hr 3hr 14 day
Oxypurinol 15 hr Metabolite 30 hr

UpToDate 2022

‘:4' e v o ) Y] a =
M99 1 G’niqflEJ']Vli?jﬁ']VﬁUﬁ@ﬁ%@UﬂimgiﬂsLULa@m
& wuImamsdnengUaelsauivay

Y] X a a a v ) a a Na o =
- miiﬂmgmﬂwﬂm’]wnwm 2 Lim@?ﬂﬂ’ﬁ‘UiULﬂaEJUWQWﬂii@J‘lj'JG\ﬂQUﬂ']{LMEJ']Viﬁ)



WiouiunIsLSueN VeIV e alT 1
WSug@ndugdunseuiunisivauiineatulsaiumualsiiugisemsusunganssulvunzaud

UgthennselunnTunauveansinm

- m3susulAnsinwlaenisigimuaussiuilimalubenduegiu 1. sedudinnaluben
WA A1C (MINaN1059) 2. 9IN1IUTBAIUTURTIVOILIA
(@Mskansvedsavnuuaglsaunsndon) 3. anmwsunevesrthy  lowd  lseoau  lsnduq
= i 1Y o ) ] I [ 9 .:4 =
f91asisiudey nmsvhnuvesularls uag 4. lsasiuvewtie laud lsailakasvaenidon unas/vse

Tsalai5e%s (GFR<60 wa/uni wav/msesauilululaany > 300 un/n) susuani 1 way sUA 2

Hrumsitadeiulsaunnauaiin? 2 visadlulsaiumauaiia 2 agdn

uaziilsmidlauazuaanidan vise lsalaEek (GFR < 60 N/l uaziisadayiulutiaaiaz =300 un/n)

v A 4

LifiTeymnenldane HtleymrAnldang

v

A4 h 4 r WHUAT 1
ASCVD | Heart failure | | Tealnizass |

v v y
GLP-1 analogst | SGLT2 inhibitorst | | SGLT2 inhibitorst |
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& uwwmnensinwgUaelsaniasunu (cirrhosis ascites)

Cirrhotic ascites: management
Ascites

v v
Grade 1: mild ascites Grade 2: moderate ascites Grade 3: large or gross ascites

(responsive ascites) (recurrent ascites) (refractory ascites)
Only detected by Moderat of abdomen Marked distension of the abdomen

*  Aithal GP, et al Gut 2021;70:9-29
*  Adebayo D, et al. Clin Liver Dis 2019;23:659-82
*  Biggins SW, et al. Hepatology 2021;74(2):1014-48

L.Lmugﬁm5LLﬂﬂmﬁmﬂmmzmi%’ﬂwﬂiﬂﬁmmu (cirrhosis ascites) Tunsiagsenu

- LUINNITTNELSAN DI (Cirrhosis ascites)
1. Vivanunlifinisfaieluaesias (uncomplicated ascites)

1.1 msadalodenlusns asandanas 88 mmol/du (- 20005aansuseiu )
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- 81 spironolactone  HugusnuesnSnvviesuurwinudy 100 Jadnsuseiu
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- 81 furosemide tWuedldiaSuvesnsinwviownu  uasuAu 40 daansusdeiu
Fegnunsausuiiiula vn 2-3 Juauds 160 Tadnsusiedu
1.3 large volume paracentesis (LVP) fig 115431258 U18U" UY09M89MI U0 NN NNTENTIBININATT 5
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nssfuliiniuiuasindeinntu  dwaliAnamglmglumends  aunsadestuldlnenmsls
20%%38 25% albumin 6-8 gm maqﬁwﬁmzaaﬂm
nsaliftelsaviesanuiilinouaussdenissnuianunsaleingy Non-selective beta-blockers (NDBBs)
Tuftheilisidevaldinszanunsafiunssendinvesiiie udliseiasy fsanzanusuiilugie

2. NosUUNInMNewnsngou nelivensluilag1etios 1 18

2.1 spontaneous bacterial peritonitis (SBP) 81n159193ll4 Uaavias uluvies pauld ondsu

F9UAUNIINSID Ascites fluid
mﬁmﬂwgﬂwﬁlﬂu spontaneous bacterial peritonitis (SBP)
- 19 albumin teannsidedinuazannisyinaials

- primary prophylaxis Wag secondary prophylaxis ARSI 2

SBP: Prophylaxis

* Patients with cirrhosis and UGIH. * Norfloxacin 400 mg once daily
* Ceftriaxone 1 g IV q 24 hours * Ciprofloxacin 500 mg once daily
* Patients with protein ascites < 1.5 g/dL and * Sulfamethoxazole/trimethoprim (800/160) daily

* advanced liver failure (CTP score >9 points with
TB >3 mg/dL) or

* Iimpaired renal function (Scr >1.2 mg/dL, BUN >25
mg/dL, or serum Na <130 mEg/L).

* Antibiotics
* Norfloxacin 400 mg once daily

* Ciprofioxacin 500 mg once daily
Athal G, et al. Gut 2021;70:9-29

* Sulfamethoxazole/trimethoprim (200/160) daily FOUS i 4t ol Msawtelony 2021:TNE510) 448

2.2 hapatorenal syndrome (HRS) U3denseau 1wy nneldonsantumausiuemis,

Isprudniauideunau, nquentuliaanis, nnglanneainen, Msangssuiguilugesyios

mﬁﬂmﬁﬂ’mﬁlﬂu Hapatorenal syndrome (HRS)



- Iienga Vasoconstrictor 1y

1.Terlipressin 0.5-2 mg IV 9 4-6 hr l3iiiu 12 mg/day gean 14 Tu

2.Vasopressin 0.01-0.8 U/min (continuous infusion)

3.Noradrenaline 0.5-3.0 mg/hr (continuous infusion)

4.Midodrine + Octriotide : Midodrine $uUsgn1u 7.5-12.5 mg uag 3 afy/3u

Octriotide 100-200 mcg SC Juay 3 Sy YU vie 25 mg bolus MuA9e IV infusion 2 mcg/hr

- W albumin 1 ¢/kg vasmiinga ausie 20-40 o/day ilvidenluideadilauindy

LazNUSUWSI AR TI99NNT 1R

2.3 pglaneuludangn

& wuIansinwgUaennieialadumag Heart Failure

ameiladuman sxwdaiaseendunguaunisdudivesiila seyaindn left ventricular ejection

fraction (LVEF) lawn
1. HFrEF Teevialulden LVEF sndnvisewindu 40%
2, HFmrEF Tpevialy 19@1 LVEF 41-09%

3, HFPEF Taevialu 1A LVEF wnninudewiniu 50%



202 Management of HFrEF
To reduce mortality - for all patients
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For selected advanced HF patients
[ et virghecon Y MCsmaTIATC Longamm MES 0T )
‘
To reduce HF hospitalization and improve QOL - for all patients
'
- | lu.

¥ LVEF £I5% daspite OMT

or 2 history of symptomatic VT/VF, implant ICD

i
!
:
1
§
£
:

Diret:

These sbove Ueatmants may be combened § indicaied

@esc-

A15799 3 WsUsULLIMNINSSe ( Guideline ) ves HFFEF T 2016 fu ¥ 2021

NA5197 3 WSeuIBULLINIaNIS3 YT %ﬁmitfdﬁauéwé’umﬂﬁmmaq@ﬂw HFrEF Tud 2016
%wzﬁaaG]L'%':umLLasU%’UﬁummmLﬁwﬁmuﬁwmﬂmqquﬁammmﬁﬂﬂawuié’lﬂﬁazﬁa
wireesiinesludluiiavs aundrgdadmnensinuniidenis enaldaiuiuds 6
HOUNTONINNTT @1 WUINNITINYT Y89 HFFEF Tul 2021 agldnslveuy rapid sequencing
feawSulifenasu 4 ¢ beta-blocker + SGLT2 inhibitor (1uendnwilsauvniueiindi 2 awieen
Dapaglifiozin 138 empaglifiozin #l#§un1s recommend ffu HFrEF
ﬁaﬂmaaammmL?iwuaamiuauiiqwmmauaxé’mﬂmsma) + angiotensine receptor neprilysin
inhitor + mineralocorticoid receptor antagonist Aelu 2-4 dUai
Femasundlaneutuansafinsanldnuenumnganrositae lufulsgAnsnmnsing
HATGLAENYBIET LarALAZAINYRIRUIY TngazSuanenvunsmieu Weliasuik 4 o
uérreyUsuILAisuaunagiatmanglunisine Safiuanulasnsliiugine

g1lval Tlduneiladuman

1. vericiguat 810§ soluble guanylate cyclase annsoRansaiivnemdnlunissnw
HFrEF eanenudesionisidedindelsaiilauasnaonidon

wazNIABAtNN ¥R Ul IUIaMEMAAINNILTIlIUMAINIEAIEBNIINLTINETUIAUE 1o
ESC 2021 wugdnwduen class Iib

2. omecamtv mecarbil Eﬂﬂfju cardiac myosin activator Tnetneifinnsvhanueesiile

YUIMENTI 25 mg Fuaz 2 A1 Tny ESC 2021 Halaloysli
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& wumemsihwnguaglFadudniautizesi (chronic hepatitis B infection)

C—
Gastroenterology

. - . and Hepatology Unit
Current indications for CHB treatment
st (1) (2] (3} o
mn Immune tolerant / Immune clearance / Low replicative (inactive) / Reactivation /
HBeAg @ chronic infection HBeAg @ chronic hepatitis HBeAg © chronic HBeAg © chronic hepatitis
un Indication for Indication for

‘—’_\_\ treatment !! treatment !!

—Usuneuldsa

= =4
-~ =msdnaviudu | j

nan

°

P
HOCIOM e P—

Sripongpun P.

suamil 3 mediiulsavesiinelifaiusniautitess 4 ssoemdn

1. immune tolerance phase ;:Iﬂwﬁauiwyj%agﬂuswzﬁ
Hunaemuudusmsnaudeledlvg AunaUszana 10-30 udwsaeiudvashiadusnaud
Unadohdavsludenuarlusiududiuiaann asianu HBeAg positive
Fevaihiamdsiinisutsiinn uinansaarnsihausesiuund
wazmniinsmnstudesuisnlanunssnay
wegiduturesithedilignnasduliAnnishaedel¥asusniaud

2. immune clearance phase
srovilgiiduiurestassugnnszduline e davionuauli¥aiusniaud dwaliindusniay
sroriUunudohdaluienvosiiovediogluseduas enoulesivy ALT geilu
fhsuneseonaldinaliui Aannsamurubiald uidiAnnssnausedeaduszeznasnu
VibiAnsuwale

3, low replicative phase SzeziaznsI9ldng HBeAg WWuauuas anti-HBe Wuuan
Usnadhiialuidentzananduegiaun aneuledsdu ALT eglunaiiung wiatsasy

a. reactivation phase wazﬁma M99 HBeAg azifuau way anti-HBe lenauan
wihSaesfinUSnaanniuaniiaesasy wasnun1sdney Anewlesisu ALT fingalugg

aduiivund Feithelussegiionafinnuideswonisifnduudaazussaiule
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1. Ataglasadudniaudiessulin HBeAg Wuuin wudidn HBY DNA fannnin 2,000 1U/mL

fimnudssreonsiindunds Inens19seiu ALT >2 W1 wisenunsenauvisensiintudueeedidedfey

(9599BULUDAUNTONTIMINUTANEUVDIAU 1Woay >40 Unmn ALT < 2 11)

2. AUaglasadudniaudizessulin HBeAg Wuau wudsgdiu HBV DNA fnndn 2,000 1U/mL

4

i [y

Yl WNAMULELRENISIAnFULTImaz IS IfU wAENHTEAY ALT Unh

2,

LM sinwusilinnaguiledunsennuganguiuiaslaglisesimilafisongvasiiae

dugUheniivsnalsadiuaunnuasd ALT

(% 1%

getuansasulinsshwsmeelaaglaglideuarsduilesu

(%
A U

3. Auaglasasudniaudizessniinnizduududs Alrenguiiilonainuesaduannndd

AUrendslidusuudadnan  Taefiotfinisainig  WReusidwiudssanaiosas 3-8 selivelungu

Y
Rainsanlinissnwimeelaaelaegain Ysunalhida wilddesdnilsds HBeAg

a. nsfanuEendslifunaminissnvidneen  dniduitieiieglusses immune  tolerance
phase %39 low replicative phase (svoeil 1 e 3 )

Jadunsinnuuaztliiunuddyreinsfinmueinisuazaniadensgsaiiaue

(%
A v

5. Huhehfadudniaulizesideslasuenagifuiunislasuedulia

Y 9
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1%
A o

nms¥nwgUiglifadudniautisess

1. peginterferon  lpensdalaninisenfindazass  wavdeseidesduian 48 dUa

onafinadnafssainnisinw wu nqueinisedelivinlng 4 sownds Wudu

2. pidulisa loun lamivudine, adefovir, entecavir, telbivudine, tenofovir disoprosil,

tenofovir alafenamide



é Antivirals in CHB: pros and cons

12

Antiviral Strength Point of concern Resistance rateat 2y
No significant long-term
LAM s atars Low genetic barrier 38%
* Low-medium genetic barrier
Pregnancy category B « CPK, muscle symptoms 17%
+ High genetic barrier +lactic acidosis in
ETV = * High potency decompensation 0.5%
* High genetic barrier * long-term safety:
TDF * High potency bone - osteroporosis 0%
* Pregnancy category B kidney - tubular dysfunction
* High genetic barrier
7 ~* High potency
~ TAF | © Favorablelong-term ..\ cuase LDL? 0%
safety than TDF v
* Better ALT reduction
than TDF

1%
A [

M50 4 uansn1siSeuiiiguten-tede vesdnulifanldsnwdiehiTadudnaudizess

—_—

Guidelines: What to Start as Initial HBV Therap? S

High potency, high genetic barrier to resistance

TAF* Yes High potency, high genetic barrier to resistance
TDF! Yes High potency, high genetic barrier to resistance
PegIFN Should only be considered as initial therapy for Less safe in pts with cirrhosis,

pts with mil d CHB or sel d pts i in pts with

with compensated cirrhosis (no portal cirrhosis
hypertension)

Adefovir No Low genetic barrier to resistance
Lamivudine No Low genetic barrier to resistance
Telbivudine No Low genetic barrier to resistance
*AASLD guideli notyet since app! | of TAF.
Pts iving TDF: itor renal fi idi itoring BMD in pts at risk.["

ETV, TDF, TAF have very favorable safety and resistance profiles!?!
- 80|

clinicaloptions.cond
rrault NA, et al. Hopatology. 2016;63:261-283. 2. EASL. J Hepatol. 2017;67:370-398.

sUn il 4 wansuuvnansinudtaghiasiusniaud (hepatitis B virus)

- nsalidenldeviinsulseniu Tinansanld entecavir i3e tenofovir disoprosil
Jushusnifleananuidssiensiesluszazen

- ﬂiﬁﬁﬁ%'wizmumﬁﬁmmL?iawiamiﬁamgwﬁu lamivudine angangIany HBY DNA Tuldan
vdssnwluwduluna 24 §Uanii Iifinen adefovir w3e tenofovir disoprosil vi3awaeuduen

entecavir



- tenofovir alafenamide (TAF) §3lailasuniseud@ain AASLD guidelines
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& uwawnensdanmsgiaglsaanuiulaingeludUaelsalaaneisas (KDIGO 2021)

- wuzihlinauiuUienuy office BP Tdunnsgiudmsunisdanisyiend

13

szauanuiulanngsludlng mum1s1e 5 uag out-off-office BP Uslewinanves out-of-office BP

Avlarn BP Nlildegluusseniavesaniuuinismenisunmg agle BP Muviasennnd office BP. Out-

of-office BP aznszv 1ldlng ABPM 30 HBPM Fsffthevinnsiniesls

ANS19N 5 N1IA office BP

= = ar o s ] d
Lila¥innn3im office BP AM95ziinsziadamnallil

- Uitivhenks 3-5 wnft dewinnsda BP

~ 4 BP athafien 2 afe luviminireiu 1-2 wit uasdaia wn 2 Ausnsemsnn sz BP Wi

- %nsda BP %tiumaq pfaialiifiaan ity lunsdliifiloei arhythmia v AF

- VR bladder TWANWATFIU (N9 12-13 T, UAZEND 35 T21.) usilifdewiuwauiial bladder Iuajiu
Fefloefidusauasuau >32 1u. uaznnadnadlusnefidusesmaunudn

- Bifviuuaueelussailabidnasdniilaaluinle

- Lﬂﬂl‘ﬁ%‘i’ﬂ‘ﬂﬁﬁﬁﬂiﬂgﬁ phase | Korotkoff sound ilu SBP uaz phase V (1#gavne) i DBP

~ 1R BP via 2 ke lunnsasaapdausniite AATINLANGN LA auanAa A Rigend v Baudie

- wuzgibadediminisilssasiliieunds 2, m@.ﬁ@ﬁmmm fhanmuuas
M’%@ﬁ%ﬁﬁ'&k@ﬂﬁ@ﬂﬁﬁ@@ﬁﬁﬂﬁ%ﬂﬁQﬁﬁﬁ)ﬁi’@éﬂﬂéﬁ@siﬂﬂ

FAT99INETL ﬂm'ﬂm‘mﬂg} fvreailantineting 3gAungEvaannsia BP afandadluyini
N9 Isi‘i JPI‘I |’]£I 36 Q’W’W?II FOIUNUINISELAUAITI] =Nl

Y

- wugthligthelsalanesedinuidssauanuduladinaseeniainewndsasauegiatos 150

= [y} '3
UINRDAUAY

sgauanusuladinidmnevestielsalanesediinuilssiuanusuladngdasenadilsaumaius

s liillitpenin 120 mmHg (office BP)
wagsvauAudulaadmungvesiUleilasunisugnanglalviosndt 130 mmHg (systolic)

wagasni1 80 mmHg (diastolic)
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- gituugthdmiulidnulsanudulaiingsugtaelsalamneiefelagenaillse
wvusuviselafifieslungu RAS inhibitor lalkn 810w direct renin inhibitor 1w &1 aliskiren
%38 81N§4 angiotensin converting enzyme inhibitor (ACE) iy &1 Enarapril #3egnay
angiotensin receptor blockers (ARB) L1 81 losartan
symlinssnemsesinanliidanuihseTassaulnumadoulubon
wazseRuAsorAtiuluGenn 9 2 - 4 dUanu
wazeiuuzihdmiuldnulsannusdaingdluguaeildiunmsugnanglafesngy
dihydropyridine calcium channel blockers (CCBs) L% &1 amlodipine %30 Eﬂﬂ?ju ARB

& uwmmsianmsdiasniziuiangaiuvaanidandiiiviuaslulon

(Deep Vein Thrombosis and Pulmonary Embolism)

- Yadeidsana Virchow's triad Usenause 1. ameiviliiinislnaisureadendd

as  (venous  stasis) i ldwdeulwwwdiu 48 Siluwdemsmesss 2
amzmaudsiivendeniianitun®  (hypercoagulability)  wu  lsauzSaunaede  nguenis

antiphospholipid v38lsAneiugnssuuewia (Inwudseuinfe factor V Leiden mutation wag

prothrombin gene mutation) es@ulaun AMgAlUsAu S wSelUsAu C  waznIzwIn

antithrombin ﬁaummaﬁwﬂﬁﬁaﬂﬁa dysfibrinogenemias
Avdaniueauiiaasiiiunnuidestonnzeaiuvevasniionniely 4
I Y I a £ dl' £ o a IS = | Y ! ¥ I

wautuussuldeuavilievealdeauiidaaziinnudsmeasviiuneuldenniely 2 WU

uaﬂmﬂﬁwujwﬁwﬁﬂaﬁamaﬁuqﬂﬁmLﬂuﬂﬂﬁ’al,a%m"mé’w Wwu  aMg factor V  Leiden
mutation3iUN5AUET auidnfayyilidafislemainnnzgafuvesvasadonain 0.06
aethlu 0.29 el 3. ndunsenentvasnidan (vessel wall injury) WU nMsaeansianindiviaeniden
Hudu

- amsdudengafunaonidonsifivn  (Deep  Vein  Thrombosis:  DVT)
gMsITsTIILasntafien  msidedelsaussfiuanmsiiaanilemadesionisiin  DVT
lagaan well score $3ufun1sly D-dimer \ierae3fadelsa- 1u;§ﬂw1’7fﬁﬂﬁaLﬁlmﬁﬁaﬂmﬂmq wag
Wells DVT score < 2 &1m599 D-dimerludesuanduneay  vlildileniadu  DVT

waglugUleniladeidesliunanaiegs  wag  Wells DVT score > 2 919599 D-

dimeruanBunavinvlvdlemadu  DVT  lduazaisiiansuyihh duplex  ultrasonography
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YOINTIMEUAS1  duplex  ultrasonography e nduaudimsvinisdadidiviaendens

(venography) fiew  calf  vein  DVT  @enaesialinuain duplex  ultrasonography

[
Ly

Tuonaniduuzidilings  duplex  ultrasonography  #ivndiludn 1 dUansisiewndae
Hiilenadenldnisnsranaundmanliliih (Magnetic resonance imaging: MRI)
Tunsdlaudengasueviasndensluuinatoudnsuvienasadens Inferior Vena Cava

- amzBuBangaiuvasaidonsilulen  (Pulmonary Embolism)  ftheinagiionnis
melaveumilosunnegnziuiu Tedu wilundien (pleuritic pain) visseienmswiiln Huay
NIDUNAAR
WININTITRERAENN TN TIIMRIUH URN15INNTEN U IRNTI9I19N88101 5098 UDNEIANINUNY
z10u (pretest probability) ves PE lalagld wells scoring system fiAguwuusnnni 6 Fuly
Tomafiandu PE avgunndunowsioluie nisdsmafesufdinisdn 4 1dud D-dimer way
Troponin-I %38 T Wag Pro-Brain-type natriuretic peptide A133nwIMBEIzITUALIAUNISIAAN DVT
Safinanaluudatned

- N33n¥IRILEN unfractionated heparin Turue 80 gila/nn.
Inddudenudlivwedoduruin 18 gle/nn/auvdeld  low-molecular-weight-heparin
(LMWH) (enoxaparin 1 1in./nn. adlafamimn 12 9lus vide 1.5 un/nn. Sadldfavisiuasade)
Tneviluagler heparin $3ufiUgN warfarin, DOACs (dabigatran, edoxaban) aguszanad 4 - 5 Ju w3alu
LMWH : enoxaparin $31fiUg warfarin, DOACs (dabigatran, edoxaban) eguseany 5 - 10
Fuaunsgis INR = 2 - 3 Jangalif heparin w3e enoxaparin Tun1siiu VT lundausnansliien warfarin
e  ngu  DOACs laun &1 dabigatran apixaban, rivaroxaban W&y  endoxaban
Flapsad ~M3innudenldewsaziimsainisladesinvetae Lo
TsauziSeiifinnudssennz Gl bleeding wuzililden LMWH sdedlifasuusiinduen apixaban,
rivaroxaban uaz endoxaban 1nAndn dabigatran, Autiesfitmindesndt 50 Alanduuuzaililden

£

LMWH viseaumidnginnda 120 Alansuuugililden VKA, §UaeniiuseiR Gl bleeding w38 fgeeny
& o 1% . a a 1 ' a a o 1 aa o v
3o HBR wugillde apixaban, ladaun@ CrCl Wounan 30 fednsudsndansiugiililden VKA,
FURAUNFANINNTN 2 - 3 WNUDIAN UNL wugdnduen rivaroxaban
a a A & 2 ° . .. ° &/
MAANIANN1IEAURENRANUYABAKREARIIN  antiphospholipid  syndrome  wugtililden

LMWH/warfarin wazse3anisliden dabigatran TugUaslsa coronary artery disease 38 dypesia
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szuzaINSSNEIUIURAEeiY 3 - 6 ey wedndnsndudulndeisidenuiusees 1 U

wIRNINNITUeELNSUYAYDY DVT

Table 8. Pharmacological properties of oral anticoagulants. Modified with permission from Bauersachs, 2014.*” For reversal agents
see Table 10

VKA Dabigatran Apixaban Edoxaban Rivaroxaban
Warfarin etexilate

Prodrug

Reduced dosing for .d. 10 mg o.d. after six mo

P-gp inhibitors  CYP3A4 and P-gp  P-gp inhibitors  CYP3A4 and P-gp inhibitors
inhibitors

VKA = vitamin K antagonist; INR = intemational normalised ratio; NA = not applicable; P-gp = P-glycoprotein; CYP = cytochrome P450; o.d. =
once daily; b.d. = twice daily
* Bioavailability of rivaroxaban calculated for 10 mg dose.

1919l 6 mrneiinsadenlddmiuinmnngauiengatuvaeaidons
2.3 Usslewiilésu

2.3.1 siomues : WmuyunnusiiAedoatuginelsaidesidndutagiu
ilewFeudmunslrusuamandunssuunginongudsnan
ansntieiuenusniielunisldovesfthennty  dwalinisinuestasivy
wazdiasanemslifisUsrasdiiornfinanefiorsaniatuld sy

2.3.2 mhwau : WesszansnmlumslidmuusiuasAamumsldoldnsenudeyaiidudagiu
wazannInanguAnissivmmsallifvlssasdanmislisftorasintutusagiondy
Aananla

daufl 3 Jymuazguassa :

3.1 MsUfuUy « Womitusseneiinniundiiaiinensids

¥

inlrillemuiagalidansnsoasseasidenle

2 O I K Mo w o o
dnnafuniseusulugvuuvesulabilinisanuneuluvisgailivinlaiidndn
3.2 M esiiiunilade Lanans v3elalensusey

M NTIUssRaNsa AUl
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