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* Nguoi t[é: chan thuong, bénh ly bAm sinh, bénh ly khép viém, bénh
ly ty mién....

* Nguoi gia: thoadi héa khdp, bénh ly khép viem
* DAU van Ia triéu chirng chinh
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= 4 kiéu dau thuwong gap:
* Pau co hoc
* Dau do viém

* Pau xo co
« Pau than kinh

Tiép can bénh nhan dau

= Bénh su:
Kiéu dau:

e Viém: kiéu nhu RA ctimg khép hon 30p sang, tridu chimg mét
moi toan than do IL va TNF

Co hoc: kiéu nhu thoai hoa khép, cting khép budi sang 5-10p,
dau khi van dong. khong biéu hién toan than

Dau xo co: dau cung budi sdng, gidm budi saing mudn hay dau
gi0 chiéu, dau va mét mai chi€u t6i. ngu kém, nhé kém, lam
viéc nhe cling mét va dau.

Pau than kinh: cham chich, kién bo, néng rat, lanh budt....

TIEP CAN TOAN DIEN TRONG CHAN BOAN VA DIEU TRI CAC BENH CO XUONG KHOP



HOI NGHI THUDNG NIEN NAM 2023
LIEN CHI HOI BENH TU MIEN CO XUONG KHGP TP. HCM

Pau kiéu co hoc

* PDau khi van déng

» Giam khi nghi ngoii

« Khéng dau vé dém
 Léch truc xwong khop
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Pi1éu tr1 dau co hoc

« Thubéc NSAID

« Giam dau

« Chéng thoai héa
e Chinh truc

« Thay khép

- Liéu phap vat li nhw laser, shockwave, radiofrequency, tiv
trwwo'ng siéu dan

» Massage

Pau kiéu viem

* Pau lién tuc

« Pau vé dém

» Kém swng nong do dau hoac chi cé tran dich khép

« Céac chi sb viém nhw VS, CRP tang

« Biéu hién toan than

« Phan biét viém do nhiém tring va viém man trong bénh ly toan
than nhw R.A
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Piéu tr

« Thubc NSAID ho&c corticoide

« Thubc d&c tri (DMART, sinh hoc)
« Cat bao khdp, mang bao gan

« Khang sinh néu nhiém tring
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* Nsaid ludn 1a nhém thuéc dau tay trong diéu tri cac bénh ly co xwong
khép.

* Cac nhédm thudc 1am cham lai dién tién bénh

» Cac nhém thudc tiém vao trong khép

Diéu tri da mo thirc: khong gian

Opioids

% -Agonits

Centrally acting analgesics
(acetaminophen)
Antiinflammatory agents

. . Local anesthetics
Spinothalamic Opioids
- @~ Agonists
NMDA antagonists

Local anesthetics

Local anesthetics
Antrinflammatory agents,
COX2 inhibitor

ice
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Co ché cua thuéc khang viém khéng steroids la trc ché men COX (cyclo-oxygenase)
trong chudi phan (bng viém, tuy nhién viéc trc ché men COX nay lai lién quan dén cac
tac dung phu & dwéng tiéu hoa, than va tim mach

Arachidonicacid

Gl mucosa B Kid]eys ] Cardiovascular
|

o Nec == == <
NSAIDs ——| " cox-1 COX-18& 2 NSAIDS —Cox-182 S——NSsAIDs

! |

PGE, PGE, & PG, PGl, & TXA,
& Gastric protection s Afferent arteriolar " Vascular (COX-2: PGl,)
»  Tmucus secretion vasodilation (TGFR) vasodilation
Thicarbonate = TSodium & water + inhibit platelet aggregation
Tmucosal blood flow excretion = Platelet (COX-1: TXA,)

vasoconstriction

COX-1inhibition COXinhibition COX-2 > COX-1inhibition
®  Pepticulcers Sodium & water retention = Stroke
= Glbleeding Hypertension = Myocardial infarction
Hemodynamicacute
kidney injury

Fig.1 Actions of cyclo-oxygenase (COX) enzymes and mechanisms underlying drug-induced side effects of non-steroidal anti-inflammatory
drugs (NSAIDs). GFR glomerular filtration rate, G/ gastrointestinal, PGE, prostaglandin E2, PG/, prostacyclin, 7XA, thromboxane

Cooper C, et al. Drugs & Aging 2019;36 (Suppl 1):515-524

Vi vay, can thiét cia mét thudc khang viém an toan la tc ché men COX mét cach can
bang, khong lam qua tang nguy co’ bien co6 tim mach va ca nguy co bién co tiéu hoa

f Selectivity

NSAIDs, COX Selectivity, and Risk Profile
Cardiovascular Risk Gastrointestinal|Risks

—
Stroke Perforation
Thrombosis Bleeding
Myocardial infarction Gl ulcer
Congestive heart fallue

Discontinuatin Discontinuation
Hypertension Vomiting
Edema Nausea

Heartburn
Dyspepsia

—

Fig. 1 The class of NSAIDs contains drugs that exhibit pronounced COX-2 selectivity (such as rofecoxib) on the one hand
or pronounced COX-1 selectivity on the other hand (such as ketorolac)

Varrassi G, et al. Adv Ther 2020; 37:61-82.
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Cac loai thudc khang viém NSAIDs dwoc chia thanh 3 nhém: trc ché chon loc, ban chon

loc, hay khong chon loc doéi véi COX-2. .
(Meloxicam dwoc xép vao nhém trc ché COX-2 ban chon loc
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> Vung hong la vung (rc ché COX-2 manh hon; khoang cach cang
xa dudng chéo thi trc ché cang chon loc.

Varrassi G, et al. Adv Ther 2020; 37:61-82.

Grosser T, et al. J Clin Invest 2006; 116:4-15 .

Tw MELISSA - nghién ctru ban 1é cia Meloxicam trén gan 10.000 BN céng b6 vao nam 1998 —
Meloxicam mang lai hiéu qua diéu trj twong dwong nhwng lam giam tac dung phu trén dwong tiéu héa hon
so v&i Diclofenac

Tac dung phu trén tiéu hoa sau 28 ngay diéu tri
trén bénh nhan thoai héa khép

B Meloxicam 7.5 mg (n=4635)
Gastrointestinal tolerability of meloxicam compared
to diclofenac in osteoarthritis patients. International

MELISSA Study Group. Meloxicam Large-scale
International Study Safety Assessment

Hawkey et al. BJR 1998 37: 937-945
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Dén nhirng phan tich gdp méi nhat theo déi hiéu qua va tinh an toan cia Meloxicam: cho thay
thuoc khang viém chon loc twong doi Meloxicam gitp giam bien co trén tiéu héa nhe va néng,
giam bién c6 tim mach va dung nap tot twong dwong cac thuoc khang viém chon loc

Medicine

MATIC REVIEW AND META-ANALYSIS

Network Meta-Analysis Comparing Relatively Selective
COX-2 Inhibitors Versus Coxibs for the Prevention of
NSAID-Induced Gastrointestinal Injury

Man Yang, MD. Hong-Tao Wang, MD, PhD, Miao 10. MD, Wen-Bo Meng, MD, PhD,
Jin-Qing Ou, MD, Jun-Hui He, MD, Bing Zou, MD, and Ping-Guang Lei, MD
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Cardiovascular and Bleeding Risks
Associated With Nonsteroidal
Anti-Inflammatory Drugs After
Myocardial Infarction

~ A N AL
NGUY CO’ XUA HUYET VA BIEN Dong Oh Kang, MD, +* Hyonggin An, PuD, ** Geun U Park, MS, Yunjin Yum, MS,  Eun Jin Park, MD,
Yoonjee Park, MD,” Won Young Jang, MD,” Woohyeun Kim, MD," Jah Yeon Choi, MD,” Seung-Young Roh, MD,
Jin Oh Na, MD, PuD, Jin Won Kim, MD, PuD, Eung Ju Kim, MD, PuD, Seung-Woon Rha, MD, PuD,

A s
0 I lM MACH KHI Sl]’ DUNG Chang Gyu Park, MD, PuD,” Hong Seog Seo, MD, PuD,  Cheol Ung Choi, MD, PiD
g - ’, ~ [
THUOC KHANG VIEM NON-
SA
STE RO l D SAU N H O I MAU C O’ TI M BACKGROUND Limited data are available regarding the risk for adverse clinical events with concomitant nonsteroidal
anti-inflammatory drug (NSAID) treatment after myocardial infarction (M),

OBJECTIVES The aim of this study was to investigate the risk for cardiovascular and bleeding events according to
groups of antithrombotic medications and subtypes of NSAIDs in patients with M

METHODS This was a nationwide cohort study to envoll a study population from the Health Insurance Review and
Assessment Service database in Korea between 2009 and 2013. Patients were divided into groups on the basis of the
prescribed antithrombotic medications. The primary and secondary outcomes were thromboembolic cardiovascular
and clinically relevant bleeding events. The risk for adverse clinical events was assessed by ongoing NSAID treatment and
subtypes of NSAIDs.

RESULTS In total, 108,232 patients (mean age 64.2 + 12.8 years, 72.1% men, mean follow-up duration 2.3 + 1.8 years)
with first diagnosed MI were enrolled. Concomitant NSAID treatment significantly increased the risk for cardiovascular
events (hazard ratio [HR): 6.96; 95% confidence interval [CI): 6.24 to 6.77; p < 0.001) and bleeding events

(HR: 4.08; 95% CI: 3.51 to 4.73; p < 0.001) compared with no NSAID treatment. Among NSAID subtypes, the risk

for cardiovascular and bleeding events was lowest with the use of celecoxib (HR: 4.65; 95% Cl: 3.17 to 6.82; p < 0.001,
Kim L, Kim JA, Kim S. A guide for the utilization of Health Insurance Review and and 3.44; 95% CI: 2.20 to 5.39; p < 0.001, respectively) and meloxicam (HR: 3.03; 95% Cl: 1.68 to 5.47; p < 0.001,
Assessment Service national patient samples. Epidemiol Health and 2.80; 95% Cl: 1.40 to 5.60; p < 0.00], respectively).

2014;36:€2014008
CONCLUSIONS Concomitant NSAID treatment significantly increased the risk for cardiovascular and bleeding events

after MI. Although NSAID treatment should be avoided after MI, kcelecoxib and meloxicam could be cnnscdete(f
s alternative options in cases in which NSAID use is unavoidable| (J Am Coll Cardiol 2020,76:518-29)
© 2020 by the American College of Cardiology Foundation

CENTRAL ILLUSTRATION Adjusted Risk for Cardiovascular Events According to Subtypes of
Antl y Drugs in a C y Cohort of Patients With Myocardial Infarction

Groups by NSAIDS use Adjusted HR (95% CI)
Celecoxib ’ 1.00 (reference)

Meloxicam 0.92(0.32-2.59)

G by NSAID: Adjusted HR (95% CI H
foups by NSAID: use Justacii 195% Q) Aceclofenac 2.91(1.42-5.56)

No NSAIDs $ 1.00 (reference) -
Diclofenac i 2.82(1.60-4.97)
Any NSAIDs 6.96 (6.24-7.77) i

Naproxen 10.36 (2.93-36.65)
Celecoxib 4.65 (3.17-6.82)

Meloxicam 3.03(1.68-5.47) Ibuprofen i 3.46 (1.15-10.40)

Adetlotdiac 5.85 (4.38-7.81) Dexibuprofen i 9.91(2.14-45.92)

Diclofenac 7.27 (6.34-8.38) Zaltoprofen - 2.23(0.88-5.65)

Naproxen 10.60 (6.77-16.59) 1

Ibuprofen 8.17(5.38-1247) Kang, D.0. et al. J Am Coll Cardiol. 2020,76(5):518-29.

Dexibuprofen 12.96 (7.37-22.79)

Results are adjusted for age, sex, baseline medical comorbidities, and concomitant medications prescribed within 30 days after the index myocardh

Zaltoprofen i 5.75 (3.66-9.02)

infarction episode. No nonstercidal anti-inflammatory drugs and the celecoxib group were defined as the reference groups for the A and 8, respectivel
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Nguy co xuat huyét NSAIDs sau NMCT

FIGURE 1 Adjusted Risk of Bloeding Events According te Subtypes of NSAIDS in the Overall Population
FIGURE 3 Adjusted Risk of Bleeding Events Compared With Celecoxib in the Subgroup of NSAID Users

Groups by NSAIDs use Adjusted HR (95% CI)
o
No NSAIDs 1.00 (reference) Groups by NSAIDs use Adjusted HR (95% ClI)

Any NSAIDs 4.08 (3.51-4.73) Celecoxib ¢ 1.00 (reference)

Celecoxib 3.44(2.20-5.39) Meloxicam ¥ 1.04 (0.37-2.91)
Meloxicam 2.80 (1.40-5.60) Aceclofenac H 1.47 (0.73-2.94)
Aceclof 4.15 (2.98-5.79

ceclofenac ¢ ) Diclofenac 1.68 (0.91-3.08)
Diclofenac 4.15(3.45-4.99) i
Naproxen 3 2.90(1.02-8.22)
Naproxen 6.15(3.31-11.43)
Ibuprofen 1.20 (0.41-3.49)
Ibuprofen 3.69 (1.92-7.09)

prof 3.91(1.47-10.40) Dexibuprofen 1.16 (0.28-4.73)

Zaltoprofen 4.59 (2.61-8.09) Zaltoprofen - 1.15(0.40-3.32)

Adjusted risk for bleeding events. Results are adjusted for age, sex, baseline medical comorbidities, and concomitant medications prescrived

within the first 30 days after myocardial infarction. Abbreviations as in

Medicine

SyYSTEMATIC REVIEW AND META-ANALYSIS

OPEN

MOT PHAN TICH TQ,NG, Network Meta-Analysis Comparing Relatively Selective
HOP SO SANH THUOC UC COX-2 Inhibitors Versus Coxibs for the Prevention of

CHE’ COX-2 VA COXIBS VIEC NSAID-Induced Gastrointestinal Injury
GIAM TON THUONG TIEU s N . et g o
HOA DO NSAIDS

(RR), together with the 95% confilence interval (CI).
Thi study induded 36 tnak with a2 of 112,351 particpants

Abstract: Currently 2 difference clasies of cyclooxygnse (COX)2  Nygwark mets analyses mdicaied no sigmif
inhimfors, caxits and relstively slective COX-2 inhibitors svan fab le tively selective COX-2 mhibitors and caxibs n
for patients requiring nonsteroids] anti-inflsmmstory drug (NSAID)  cations (RR, 1.38; 95% CI, (.47-327), sym {
apic ulcer (RR, 1.18; 95% CI,

c yses adjusting polential mfluential factors
relatively selectve COX-2 inlubntors with coxabs.

MEDLINE, EMBASE, and the Coclrane |
tion to March X15) were seaxched for potentiz] eligible stu

We mchuded randomized cntmlled thak companng coxibs (oeley
coxib, etoriomxib, parecoxib, and lumirscoxib), relatively sdective COX

2 mhibitors (rebumetone, melaxicam, and elodolac) and nonselect ve

NSAIDE with 2 sudy durstion >4 weeks Relatively selective COX-2 inhibitors appear to be asscisted with
Compentive elle e and salety data were pooled by Bayesan B goiler sagmnmiative effect and tolershility & coxibs, Owing (o the
mdirechness of he comparisons, futureresearch is required o confirm the

Ty oulcomes were ulaer complications

and symplomatic uloer. Summary effectsize was cakoulsted a5 nsk rato
2 " 2 : : sudy conclusion.
RR). together with the 95% xlence inte Cl)

Medicine . Volume 94, Number 40, October 2015
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Cac trc ché chon loc twong dbi COX2 (nhw Meloxicam, nabutmetone, etodolac) c6 tac dung bao vé tiéu
hoa va tinh dung nap twong dwong v&i coxibs (celecoxib, etoricoxib, parecoxib, and lumiracoxib)

TABLE 2. Network Meta-Analyses Comparing Coxibs With Relatively Selective Cyclooxygenase-2 Inhibitors in Preventing Ulcer
Complications, Symptomatic Ukcer, and Endoscopic Ulcer

Event Probability (95% CI)

Relatively Selective

Outcome Study (Participant) Coxibs COX-2 Inhibitors RR (95% CI)

20 (59.717) 0.15% (0.05%, 0.34%) 0.13% (0.04%, 0.32%) 1.17 (0.88, 1.56)
0.18% (0.01%, 0.74%) 0.21% (0.04%, 0.62%) 1.06 (0.84, 1.34)
4.30% (2.01%, 7.88%) 4.70% (1.35%, 11.13%) 1.00 (0.74, 1.33)

Ulcer complications
Symptomatic ulcer 16 (34,991)
Endoscopic ulcer 11(3903)

Cl=confidence interval; COX =cyclooxygenase; RR =risk ratio

TABLE 4. Network Meta-Analysis Comparing the Safety and Tolerability of Coxibs vs Relatively Selective Cyclooxygenase-2
Inhibitors

Event Probability (95% CI)

Relatively Selective RR

Study
COX-2 Inhibitors (95% (

Outcome (Participant) Coxibs

Total AEs 22 (32,630) % (25.66%, 67.24%) 42.49% (22.86%, 64.27%) 1.09 (0.93,
Gastrointestinal AEs 24 (26,550) 54% (13.02%, 39.94%) 23.7% (12.28%, 39.15%) 1.04 (0.87,
24 (12,532) % (9.04%, 34.90%) 19.42% (9.07%, 34.21%) 1.00 (0.74, 1.33

T'otal withdrawals
37% (2.14%, 11.01%) 5.22% (2.18%, 10.44%) 1.02 (0.57,

Gastrointestinal 15 (24.657)
AE-related withdrawals

AE = adverse event; CI = confidence interval; COX = cyclooxygenase; RR =risk ratio
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