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FEV, and FVC significantly less than a nonselective beta blocker, propranolol, at equivalent
beta,-receptor blocking doses.

Lopressor has no intrinsic sympathomimetic activity, and roembrane-stabilizing activity is
detectable only at doscs much greater than required for beta blockade. Lopressor crosses the
blood-brain barricr and has been reported in the CSF in a concentration 78% of the
simultancous plasma concentrition. Animal and human experiments indicate that Lopressor
slows the sinus rate and decreases AV nodal conduction.

In contyolled clinical studies, Lopressor has been shown to be an effective antihypertensive
agent when used alone or as concomitant therapy with thiazide-type diuretics, at dosages of
100-450 mg daily. In controll%: comparative, clinical studies, Lopressor has been shown to be
as effective an antihypertensive agent as propranolol, methyldope, and thiszide-type diuretics,

and to be equally effective in supine and standing positions.

The mechanism of the antihypertensive effects of beta-blocking agents has not been elucidated,
However, several possible mechanisms have been proposed: (1) competitive antagonism of
catecholamines at peripheral (especially cardiac) edrenergic neuron sites, leading to decreased
cardiac output; (2) a central effect leading to reduced sympathetic outflow to the periphery;
and (3) suppression of renin acr&iyity.

By blocking catecholaminc-induced increases in heart rate, in velocity and extent of myocardial
contraction, and in blood pressure, Lopressor reduces the oxygen requirements of the heart at
any given level of effort, thus making it useful in the long-term management of angina pectoris.
However, in patiems with heart failure, bete-adrenergic blockade may increase oxygen
requirements by increasing left ventricnlar fiber length and end-diastolic pressure.

Although beta-adrenergic receptor blockade is usefil in the treatment of angina and
hypertension, there are situations in which sympathetic stimulation is vital. In patients with
severcly damaged hearts, adequate ventricular function may depend on sympathetic drive. In
the presence of AV block, beta blockade may prevent the necessary facilitating effect of
sympathetic activity on conduction. Béta,-adrenergic blockade results in passive bronchial
constriction by interfering with| endogenous sdrenergic bronchodilator activity in patients
subject to bronchospasm and may also interfere with exogenous bronchodilators in such
petients. ‘

In controlled clinical trials, Lop: , administered two or four times daily, hag been shown to
be an effective antianginal agent, reducing the number of angina attacks and increasing exercise
tolerance, The dosage used in these studies ranged from 100400 mg daily. A controlled,
comparative, elinical trial showed that Lopressor was indistinguishable from propranolol in the
treatment of angina pectoris.

In a large (1,395 patients mjiomized), double-blind, placcbo-controlled clinical study,
Lopressor was shown to reduce 3-month mortality by 36% in patients with suspected or
definite myocardia! infarction.

Parients were randomized and treated as soon a8 possible after their arrival in the hozpital, once
their- clinical condition had :rt:iilized and their hemodynamic status bad been carefully
evaluated. Subjects were ineligible if they had hypotension, bradycardia, peripheral signs of
shock, and/or more than minimal basal rales as signs of congestive heart failure. Initial
treatment consisted of intravenous followed by oral administration of Lopressor or placebo,
gIven i a coronary carc or comparable unit. Oral maintenance therapy with Lopressor or
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placebo was then continued for 3 months. After this double-blind period, all patients were
given Lopressar and followed up to | year.

The median delay from the onset of symptoms to the initiation of therapy was 8 hours in both
the Lopressor and placebo treatment groups. Among patients treated with Lopressor, there
were comparable reductions in\3—month mortality for those treated carly (< 8 hours) and those
in whom treatment was started later. Significant reductions in the incidence of ventricular
fibrilletion and in chest pam following initial intravenous therapy were alsa observed with
Lopressor and were independent of the interval between onset of symptoms and initiation of
therapy.

The precisc mechanism of action of Lopressor in paticuts with suspected or definite myocardial
infarction is not known.

In this study, patients treated with metoprolol recetved the drug both very early (intre-
venously) and during a subsequent 3-month period, while placebo patients reccived no
beta-blocker treatment for this period, The study thus was able to show a benefit fom the
overall metoprolol regimen but icannot separate the benefit of very early intravenous treatment
from the benefit of later beta-blocker therapy. Nonetheless, because the overall regimen
showed a clear beneficial effect on survival without evidence of an early adverse effect on
survival, one acceptable dosage regimen is the precise regimen used in the trial. Because the
specific benefit of very early treatment remains to be defined however, it is also reasonable to
administer the drug orally to patients at a later time as is recommended for certain other beta
blockers.

Pharmacokinetics

In man, absorption of Lopressor is rapid and complete, Plasma levels following oral
administration, however, approximate 50% of levels following intravenous adminissration,
indicating about 50% first-pass metabolism.

Plasma levels achieved are highly variable after oral administration. Only a small fraction of the
drug (about 12%) is bound, to human serum albumin. Elmination is mainly by
biotransformation in the lver, and the plasma half-lift ranges from approximately 3-7 hours.
Less than 5% of an oral dose of Lopressor is recovered unchanged i the urine; the rest is
excreted by the kidneys as metabolites that appear to have no clinical gignificance, The
systemic availability and half-life lof Lopressor in patients with renal failure do not differ to a
clinically significant degree from those in normel subjects. Consequently, no reduction in
dosage i8 nsually needed in patients with chronic renal failure.

Significant beta-blocking effect (a5 measured by reduction of exercise heart rate) occurs within
1 hour after oral administration, and its duration is dose-related. For .example, & 50%
reduction of the maximum registered effect after single oral doses of 20, 50, and 100 mg
oceurred at 3,3, 5.0, and 6.4 hours, respectively, in normal subjects. After repeated oral
doseges of 100 mg twice dally, a significant reduction i exercise systolic blood pressure was
evident at 12 hours.

Following intravenous administration of Lopressor, the urinary recovery of unchanged i
s ged drug is
approximately 10%. When the drug was infused over a 10-mimute period, in normal
vohwteers, maxinum beta blockade was achieved at approximately 20 mimutes. Doses of 5 mg
and 15 mg yiclded & maximal reduction in excrcise-induced heart ratc of approximately 10%
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Myocardial Infarction

Lopressor is contraindicated in patients with a heart rate <45 beats/min; second- and
third-degree heart block; significant first-degree heart block (P-R interval 20.24 scc); systolic
blood pressure <100 mmHg; or moderate-to-severe cardiac fafure (sce WARNINGS).

WARNINGS

Hypertension and Anglna

Cardiac Failure: Sympathetic stimulation is a vital cornponem supporting circulatory fimction
in congestive heart failure, and beta blockade carries the potential bazard of further depressing
myocardjal contractility and precipitating more severe fuiture. In hypertensive and angina
patients who have congestive heart failure comtrolled by digitalis and diuretics, Lopressor
should be administered cautiously. Both digitalis and Lopressor slow AV conduction.

In Patients Without a History of Cardiac Fajlure: Continued depression of the myocardium
with beta-blocking agents over a period of time can, in some cases, lead to cardiac failure, At
the first sign or symptom of impending cardiac failure, patients should be fully digitalized
and/or given a diuretic. The response should be observed closely. If cardiac failure continues,
despite adequete digitalization and diuretic therapy, Lopressor should be withdrawn.

Ischemic Heart Disease: Following abrupt cessation of therapy with certain beta-blocking
agents, exaccrbations of amgina pectoris and, in some cases, myocardial infarction have
oceurred. When discontinuing chronically administered Lopressor, particularly in patients with
ischemic beart disease, the dosage should be gradually reduced over a period of 1-2 weeks and
the patient should be carefully manitored. 1f angina markedly worsens or acute coronary
insufficiency develops, Lopressor administration should be reinstated promptly, at least
temporarily, and other measures appropriate for the management of unstable angina should be
taken. Patients should be wamed against interruption or discontinuation of therapy without the
physician’s advice. Because coronery artery disease is common and may be unrscognized, it
may be prudent not to discontinue Lopressor therapy abruptly even in patients treated only for
hypertension.

Bronchospastic Diseases:  PATIENTS WITH BRONCHOSPASTIC DISEASES
SHOULD, IN GENERAL, NOT RECEIVE BETA BLOCKERS. Because of its relative
beta; selectjvity, however, Lopressor may be used with canotion in patients with
bronchospastic disease who do not respond to, or cannot tolerate, other antibypertensive
treatment. Since beta; selectivity is not absolute, 2 beta,-stimulating agent should be
administered concomitantly, and the lowest possible dose of Lopressor should be used.
In these circumstances it would be prudent initially to administer Lopressor in smaller
doses three times daily, instead of larger doses two times daily, to avold the higher
plasma levels associated with the longer dosing interval. (See DOSAGE AND
ADMINISTRATION.)

Major Surgery: The necessity or desirability of withdrawing beta-blocking therapy prior to
msjor surgery is controversial; the impaired ability of the heart to respond to reflex adrenergic
stimuli may augment the risks of general anesthesia and surgical procedures.
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Lopressor, like other beta blockers, is a competitive inhibitor of beta-reveptor agonists, and its
effects can be reversed by administration of such agents, e.g., dobutamine or isoprotereno).
However, such patients may be subject to protracted severe hypotension. Difficulty
‘restarting and maintaining the hieart beat has also been reported with beta blockers.

Diabetes and Hypoglycemia: Lopressor ehould be used with caution in diabetic patients if a
beta-blocking agent is required. Beta blockers may mask tachycardia ocourrmg with
hypoglycemia, but other manifestations such as dizziness and sweating may not be significantly
affected.

Thyrotoxicosis: Beta-adrenergic blockade may mask certain clinical signs (¢.g., tachycardia)
of hyperthyroidism  Patients suspected of developing thyrotoxicosis should be managed
carefully to avoid abrupt withdrawal of beta blackade, which might precipitate a thyroid storm.

Myocardial Infarction

Cardiac Failure: Sympathetic stimulation is 2 vital component supporting circulatary
fapction, and beta blockade carries the potential hazard of depressing myocardial contractility
and precipitating or exacerbating minimal cardlac failure.

During treatment with Lopressor, the hemodynamic status of the patient should be carefully
monitored. If heart failure occurs or persists despite appropriate treatment, Lopressor should
be discontinued.

Bradycardia: Lopressor produces a decrease in sinus heart rate in most patients; this decrease
is greatest among patients with high initial heatt rates and least among patients with low initial
heart rates. Acute myocardial infarction (particularly inferior infarction) may in itself produce
significant lowering of the sigus rate. If the sinus rate decreases to <40 beats/min, particularly
if associated with evidence of lowered cardiac output, auwopine (0.25-0.5 mg) should be
administered intravenously. If treatment with atropine is not successful, Lopressor should be
discontinued, and cautious administration of isoproterenc! or installation of a cardiac
pacemaker should be considered.

AV Block: Lopressor slows AV conduction and may produce significant first- (P-R interval
20.26 sec), second-, or third-degree heart block. Acute myocardial infarction also produces
heart block.

If heart block accurs, Lopressor should be discontinued and atropine (0.25-0.5 mg) should be
edmmistered intravenously. If weatment with agopine is not successful, cautious
administration of isoproteranol or installation of a cardiac pacemaker should be considered,

Hypotension: If bypotension (systolic blood pressure < 90 mmHg) occurs, Lopressor should
be discontimied, and the hemod ic statug of the patient and the extent of myocardial
damage carefully assessed. Invasive monitoring of central venous, pulmonary capillary wedge,
and arterial pressures may be required. Appropriate therapy with fluids, positive inotropic
agents, balloon counterpulsation, or other treatmert modalities should be institnted. If
hypotension is associated with einus bradycardia or AV block, treatment should be directed at
reversing these (see above).

Bronchospastic Diseases;  PATIENTS WITH BRONCHOSPASTIC DISEASES
SHOULD, IN GENERAL, NOT RECEIVE BETA BLOCKERS. Because of its relative
beta, selectivity, Lopressor may be used with extreme cantion in patients with
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bronchospastic disease. Becanse it is unknown to what extent beta;-stimulating agents
may exacerbate myocardial itchemia and the extent of infarction, these agents should not
be used prophylactically. If bronchospasm not related to congestive heart failure oceurs,
Lopressor should be discontinned. A theophylline derivative or a beta, agonist may be
administered cautiously, depending on the clinical conditiun of the patient, Both
theophylline derivatives and beta, agonists may produce serious cardiac arrhythmias.

PRECAUTIONS

General .
Lopressor should be used with caution in paticnts with impaired hepatic function.

Information for Patients

Patients should be advised to take Lopressor regularly and continuously, as directed, with or
immediately following meals. If a dose should be missed, the paticnt should take only the next
scheduled dose (without doubling it). Patients should not discontinue Lopressor without
consulting the physician,

Patients should be advised (1) to avoid operating automobiles end machinery or engaging in
other tasks requiring alertness until the patient’s response to therapy with Lopressor has been
determined; (2) to contact the physician if any difficulty in breathing occurs; (3) to inform the
physician or dentist before any type of surgery that he or she is taking Lopressor.

Drug Interactions

Catecholamine-depleting drugs (e.g., reserpine) may have an additive effect when given with
beta-blocking agents. Patients treated with Lopressor plus a catecholamine depletor should
therefore be closely observed for evidence of hypotension or marked bradycardia, which may
produce vertigo, syncope, or postural hypotension.

Risk of Anaphylactic Reaction. While 1aking beta blockers, patients with a history of severe
anaphylactic reaction to a variety of allergens may be more reactive to repeated challenge,
either accidental, diagnostic, or therapeutic. Such patients may be unresponsive to the usual
doses of epinephrine used to treat allergic reaction.

Carcinogenesis, Mutagenesls, Impairment of Fertility

Long-term studies in animals have been conducted to evaluate carcinogenic potential. In a
2-year stdy in rats at three oral dosage levels of up to 800 mg/kg per day, there was no
increase in the development of spontancously occurring benign or malignant neoplasms of any
type. The only histologic changes that appeared 10 be drug related were an increased incidence
of generally mild focal accummiation of foamy macrophages in pulmonary alveoli and a slight
increase in biliary hyperplasia. In a 21-month study in Swiss albino mice at three oral dosage
levels of up ta 750 mg/kg per day, benign hmg tumors (small adenomas) occurred more
frequently in female mice receiving the highest dose than in untreated control animals. There
was 10 increase in malignant or total (benign plis malignant) ung tumors, nor in the overall
incidence of tumors or malignant tumors. This 21«month study was repeated in CD-1 mice,
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and no statistically or biologically significant differences were observed between treated and
control mice of either sex for any type of tumor.

A)l mutagenicity tests performed (a dominant lethal study in mice, chromosome studies in
somatic cells, a Salmonclla/mammalian-microgome mmtageuicity test, and 8 nucleus anomaly
test in somatic interphase nuclei) were negative.

No evidence of impeired fertility due to Lopressor was observed in a study performed in rats at
doses up to 55.5 times the maximum daily human dose 0f 450 mg.

Pregnancy Category G

Lopressor has been shown to increase postimplantation Joss and decrease neonatal survival in
rats at doses up w 55.5 tirnes the maximum daily human dose of 450 mg. Distribution studies
in ice confirim exposure of the fetus when Lopressor {s administered to the pregnant animal,
These studies have revealed no evidenoe of impaired fertility or teratogenicity. There are no
adequate and well-controlled studies in pregnant women. Because animal reproduction studies
are not always predictive of hurman response, this drug should be used during pregnancy only if
clearly needed.

Nursing Mothers

Lopressor is excreted in breast milk in 2 very small quantity. An infint consuming ! liter of
breast milk daily wonld receive a dose of less than 1 mg of the drug. Caution should be
exercised when Lopressor is administered to a nursing woman.

Pediatric Use
Safety and cffectiveness in pediatric patients have not been established.

ADVERSE REACTIONS

Hypertsnsion and Anglina
Most adverse effects have been mild and transient.

Central Nervous System: Tiredness and dizziness have occurred in about 10 of 100 paticnts.
Depression has been reported in about 5 of 100 patients. Mental confusion and short-term
memory loss have been reported. Hesdache, nightmares, and insormis have also been
reported.

Ca;'-diovascular: Shortggss of breath and bradycardia have occured in approximately 3 of 100
patients. Cold extremitics; arterial insufficiency, usually of the Raynaud type; palpitations;
congestive heant failure; peripheral edema; end hypotension have been reported in sbout 1 of
100 patients. (Sec CONTRAINDICATIONS, WARNINGS, and PRECAUTIONS.)

Respiratory: Wheezing (bronchospasm) and dyspnea have been reported in sbout 1 of 10
patients (sce WARNINGS). P o100
Gastrointestinal: Diarrhea has occurred in sbont 5 of 100 patients, Naﬁsea, mouth,
gastric paim, constipati?n, ﬂamlr:nce, and heartburn have been reported in abou??' of 100
petients. Pogt-marketing experience reveals very rarc repornts of hepatitis, jaundice and
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non-specific hepatic dysfunction. Isolated cases of transarminase, alkaline phosphatase, and
lactic dehydrogenase elevations have also been reported, '

Hypersensitive Reactions: Pruritus or rash have occurred in about 5 of 100 patients,
Worsening of psosiasis has also been reported,

Miscellaneoys: Peyronie's disease has been reponted in fewer than 1 of 100,000 patients,
Musculoskeletal pain, blurred vision, and tinnitus have also been reported.

Thers have been rare reports of reversible alopecia, agranulocytosis, and dry eyes.
Discontinuation of the drug should be conmsidered if any such reaction is not otherwise
explicable.

The oculomucocutancous syndrome associated with the beta blocker practolol has not been
reported with Lopressor.

Myoeardial Infarction

Central Nervous System: Tiredness hag been reported in about 1 of 100 patients. Vertigo,
sleep disturbances, halluoinations, headache, dizziness, visual disturbances, confusion, and
reduced libido have also been reported, but a drug relationship is not clear.

Cardiovasculayr: In the randomized comparison of Lopressor and placebo deseribed in the
CLINICAL PHARMACOLOGY section, the following adverse reactions were reported:

Lopmssor Placepo
Hypotenslon (systolic BP < 90 mmHg) 27.4% 23.2%
Bradycardia (heart rate < 40 bests/min) 18.9% 6.7%
Second- or third-degree heart blook A.7% 4.7%
Firat-degree haam block (P-R  0.26 set) 5.3% 1.9%
Heart failure 27.5% 29.6%

Respiratory: Dyspnea of pulmonary origin has been reported in fower than 1 of 100 patients.

Gastrointestinal: Neusea and abdominal pain have been reported in fawer than 1 of 100
patients.

chrmawlogla.' Rash and worsened psoriasis have been reported, but a drug relationship is not
clear.

Miscellaneoys: Unstable diabetes and claudication have been reported, but & drug relationship
is not clear,

Potential Adverse Reactions

A variety of adverse reactions not listed above have been reported with other beta-adrensrgic
blocking agents and should be considered potential adverse reactions to Lopressor. .
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Central Nervous System: Reversible mental depression progressing to catatonia; an acute
reversible syndrome cheracterized by disorientation for time and place, short-term memory
loss, emotional Iability, slightly clouded scnsorium, and decreased performance on
nepropsychometrics.

Cardiovasenlar: Tmensification of AV block (see CONTRAINDICATIONS).
Hematologic: Agranulocytosis, nosthrombocytopenic purpura, thrombocytepenic purpura.

Hypersensitlve Reactions: Fever combined with aching and sote throat, laryngospasm, and
respiratory distress.

OVERDQSAGE

Acuta Toxicity
Several cases of overdosage bave been reported, somce leading to death,
Oral LDyy’s (mg/kg): mice, 1158-2460; rats, 3090-4670.

Signs and Symptoms

Potential signs and symptoms associated with overdosage with Lopressor are bradycardia,
hypotension, bronchospasm, and cardiac failure.

Treatment

There i3 no specific antidote.

In general, patients with acute or resent myocardial infarction may be mors hemodynamically
unstable than other patients and should be treated accordingly (see WARNINGS, Myocardial
Infarction).

On the basis of the pharmacologic actions of Lopressor, the following geperal messures should
be employed:

Elimination of the Drug: Gastric lavage should be performed.

Bradycardia: Atropine should be administered. If there is no response to vagal blockade,
isoproterenol shouki be adnuinistered cautiously.

Hypotension: A vasopressor shonld be administered, e.g., levarterenol or dopamine.

Bronchospasm: A beteo-stinnilating agent and/or a theophylline derivative should be
administared.

Card{ac Feilure; A digitalis glycoside and diuretic should be administered. In shock resulting
from inadequate cardiac co ity, administration of dobutamine, isaproterenol, or glucagon
may be considered. :
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DOSAGE AND ADMINISTRATION

Hypertension

The dosage of Lopressor should be individualized. Lopressor should be taken with or
immediately following meals. '

The usual initial dosage is 100 mg daily in single or divided doses, whether used alone or added
to a diuretic. The dosage may be increased at weekly (or longer) intervals until optimum blood
pressure reduction is achieved, In general, the maximum cffect of any given dosage Jevel will
be apparent sfter 1 week of therapy. The effective dosage range is 100-450 mg per day.
Dosages above 450 mg per day have not been studied. While once-daily dosing is effective
and can maintain & reduction in blood pressure thronghout the day, lower doses (especially 100
mg) may not maintain a full effect at the end of the 24-hour period, and Jarger or more
frequent daily doses may be required. This can be evaluated by measuring blood presgure near
the end of the dosing interval to determine whether satisfactory controbis being maintained
throughout the day, Beta, sclectivity diminishes as the doge of Lopressor is increased.

Angina Pectoris

The dosage of Lopressor ehould be individualized. Lopressor should be taken with or
immediately following meals.

The usual initial dosage is 100 mg daily, given in two divided doses. The dosage may be
gradually increased at weekly intervals until optimum clinical response has been obtained or
there is pronounced slowing of the beart rate. The effective dosage range iz 100-400 mg per
day. Dosages above 400 mg per day have not been studied. If treatment is to be discontinued,
the dosage should be reduced gradually over a period of 1-2 weeks (see WARNINGS).

Myocardial Infarction

Early Treatment. During the easly phase of definite or suspected acute myocardial infarction,
treatment with Lopressor can be initisted as soon as possible after the patient’s asmival in the
hospital. Such treatment ghould be initiated in a coronary care or similar unit immediately after
the patient’s hemodynamio condition has stabilized.

Treatment in this eatly phase should begin with the intravenous administration of three bolus
injections of 5 mg of Lopressor each; the injections should be given at approximately 2-minute
intervals. During the intravenous administration of Lopressor, blood pressute, heart rate, and
electrocardiogtam should be carefully monitored.

In patients who tolerate the full intravenocus dose (15 mg), Lopressor teblets, S0 mg eve:
6 hours, thould be initiated 15 minntes after the lest intravenous dose and comi?uged fz

48 hours. Thereafter, patiens should receive a meintenance dosage of 100 mg twice daily (see
Late Treatment below),

Patients who appear not to tolerate the full intravenous dose should be started on Lopres

v , tray on 8Or
tableigrcxthcr 25 mg or 50 mg every 6 hours (depending on the degree of intolerance)
15 minutes 2fter the last intravenoua dose or as soon as their clinical condition allows. In

patlents with severe intolerance, treatment with Lo i
pa o pressor should be discontinued (see
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Late Treatmenr. Patients with contraindications to tweatment during the early phase of
suspected or definite myocardial infarction, patients who appear not to tolerate the full early
treatment, and patiepts in whor the physician wishes ta delay therapy for any other reason
should be started on Lopressor tablets, 100 mg twice daily, as soon a5 their clinical condition
allows. Therapy should be continued for at least 3 months, Although the efficacy of
Lopressor beyond 3 months has not been conclusively established, data from studies with other
beta blockers suggest that treatment should be continued for 1-3 years.

Note: Parenteral drug produets should be inspected visually for particulate matter and
discoloration prior to administration, whenever solution and container permit.

HOW SUPPLIED

Matoprolof tartrate tablsts, USP

Tablets 50 mg —  capsule-shaped, biconvex, pink, scored (imprinted GEIGY

on one side and 51 twice on the &cored side)

Bottles 0f 100............ raenensssresones rtasesnane varemvenance vereneee: NDC 0028-0051-01
Bottles of 1000............. eiasssseeransnnrssasssastsnna serosraensess w.. NDC 0028-0051-10
Unit Dose (blister pack)
BOX Of 100 (Su'ips OflO) Basmrave APreasuEnrIrT YRR S LI T TR NDC 0028"0051'61

Tablets 100 mg -  capsule-shaped, biconvex, light blue, scored (imprinted
GEIGY on one side and 7] twice on the scored side)

Bottles of 100.............. e arieerenser rtensessanbesenianee ... NDC 0028-0071-01
BOI!]CS Of 1000...-n--vu.lvv.ll.vvill.I-I-.--t-)-r-1n--auun--.---.rl.-----cl NDC 0028"0071"10
Umit Dose (blister pack)

Box of 100 (strips 0f 10) we..coniceaviesmemmcscersanecnannae voee.. NDC 0028-0071-61

Store betwean 15°C-30°C (59°F-86°F). Protect fram moisture.
Dispense in tight, light-resistant container (USP),

Metoprolol tartrate injection, USP
Ampuls SmL - each containing 5 mg of metoprolo] tartrate

Tray of 4 packs of 3 ampuls......cc.cuvmsacenn P NDC 0028-4201-33
Do not store above 30°C (86°F). Protect from Light.
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