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 HIGHLIGHTS OF PROTOCOL CHANGES
 Several sarcoma (OSVIM, SAIME, SAVIM)
protocols have been revised based on the 2002
ASCO guidelines on chemotherapy protectants.
This includes the use of lower dose mesna regimens
and the option of using the oral administration of
mesna for appropriate patients receiving high dose
ifosfamide.
   Similar changes to ifosfamide-based genitourinary
protocols (GUVIP2, GUVEIP) will be made next
month.
 

 BENEFIT DRUG LIST
 The current Benefit Drug List, Class II forms and
Undesignated Indication Application forms are
available on the BC Cancer Agency website
(www.bccancer.bc.ca) under Health Professionals
Info, Chemotherapy Protocols, Frequently Used
Forms.

 
 LIST OF NEW AND REVISED PROTOCOLS

INDEX to BC Cancer Agency Protocol
Summaries revised monthly (includes tumour
group, protocol code, indication, drugs, last revision
date and version).  Protocol codes for treatments
requiring “Undesignated Indication” approval prior
to use are prefixed with the letter U.
 LYHDMTXP revised (methotrexate level

clarified): Treatment of primary intracerebral
lymphoma with high dose methotrexate

 LYHDMTXR revised (methotrexate level
clarified): Treatment of leptomeningeal
lymphoma or recurrent intracerebral lymphoma
with high dose methotrexate

 OSVIM deleted (replaced by SAIME):
Therapy for advanced sarcomas using
etoposide (VP-16), ifosfamide-mesna

 SAIME new (replacing SAVIM and OSVIM):
Etoposide, ifosfamide-mesna for patients with
newly diagnosed Ewing's sarcoma/peripheral
neuroectodermal tumor (PNET) or
rhabdomyosarcoma or advanced soft tissue or
bony sarcomas

 SAVAC revised (reference to SAVIM
replaced with SAIME): Adjuvant therapy for
newly diagnosed Ewing’s sarcoma/peripheral
neuroectodermal tumor (PNET) or
rhabdomyosarcoma using vincristine,
adriamycin and cyclophosphamide (this is
alternated with SAIME)

 SAVACM revised (reference to SAVIM
replaced with SAIME): Therapy for newly
diagnosed Ewing’s sarcoma/peripheral
neuroectodermal tumor (PNET) and
rhabdomyosarcoma with pelvic primaries or
chemotherapy induced hematuria using
vincristine, doxorubicin (Adriamycin) and
cyclophosphamide SAVACM is alternated
with SAIME)

 SAVIM deleted (replaced by SAIME):
Etoposide, ifosfamide-mesna for patients with
newly diagnosed Ewing's sarcoma/peripheral
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neuroectodermal tumor (PNET) or
rhabdomyosarcoma or advanced sarcomas

 SMAJLEV revised (contact physician):
Adjuvant therapy for high risk malignant
melanoma using levamisole

 SMCCNU revised (contact physician):
Palliative therapy for metastatic melanoma
using lomustine (CCNU)

 SMDD revised (contact physician): Palliative
Therapy for metastatic malignant melanoma
using cisplatin and dacarbazine (DTIC)

 SMDTIC revised (contact physician):
Palliative therapy for metastatic malignant
melanoma using high dose dacarbazine (DTIC)

 SMILBCG revised (contact physician):
standard protocol – intralesional BCG

 SMTAM revised (contact physician): Palliative
therapy for malignant melanoma using
tamoxifen

 SMTV revised (contact physician): Second
line treatment of metastatic malignant
melanoma using tamoxifen and vinblastine

 SCHYPCAL revised (preparation of
zoledronic acid, treatment for Ca2+ < 3.5
mmol): Guidelines for the diagnosis and
management of malignancy related
hypercalcemia

Protocols are available on the BC Cancer Agency
website (www.bccancer.bc.ca) under Health
Professionals Info, Chemotherapy Protocols.

CANCER MANAGEMENT MANUAL
The Cancer Management Manual is available on the
BC Cancer Agency website (www.bccancer.bc.ca)
under Health Professionals Info, Cancer
Management Guidelines.

PRE-PRINTED ORDER UPDATE
Pre-printed orders should always be checked with
the most current BC Cancer Agency protocol
summaries.  The BC Cancer Agency Vancouver
Centre has prepared chemotherapy pre-printed
orders, which can be used as a guide for reference.
An index to the orders can be obtained by Fax-back.
 BRAJCEF revised (appointment time):

Adjuvant therapy for breast cancer using
cyclophosphamide, epirubicin and fluorouracil

 BRAJCEFG revised (appointment time):
Adjuvant therapy for breast cancer using
cyclophosphamide, epirubicin, fluorouracil and
filgrastim (G-CSF)

 BRINFCEF revised (appointment time):
Therapy for inflammatory breast cancer using
cyclophosphamide, epirubicin and fluorouracil

 BRINFCEFG revised (appointment time):
Therapy for inflammatory breast cancer using
cyclophosphamide, epirubicin, fluorouracil and
filgrastim (G-CSF)

 BRLACEF revised (appointment time):
Therapy for locally advanced breast cancer
using cyclophosphamide, epirubicin and
fluorouracil

 BRLACEFG revised (appointment time):
Therapy for locally advanced breast cancer
using cyclophosphamide, epirubicin,
fluorouracil and filgrastim (G-CSF)

 SAVACM revised (typo corrected for
maximum dose for vincristine): Therapy for
newly diagnosed Ewing’s sarcoma/peripheral
neuroectodermal tumor (PNET) and
rhabdomyosarcoma with pelvic primaries or
chemotherapy induced hematuria using
vincristine, doxorubicin (Adriamycin) and
cyclophosphamide

PATIENT EDUCATION
Patient information handouts for cancer drugs are
available on the BC Cancer Agency website
(www.bccancer.bc.ca) under Health Professionals
Info, Drug Database, Drug Information for the
Patient.

Protocol-specific patient information handouts are
available on the BC Cancer Agency website
(www.bccancer.bc.ca) under Health Professionals
Info, Chemotherapy Protocols, Information for the
Patient.
 

CANCER DRUG MANUAL
The Cancer Drug Manual is available on the BC
Cancer Agency website www.bccancer.bc.ca/cdm/.

PROVINCIAL SYSTEMIC THERAPY
PROGRAM POLICIES

BC Cancer Agency Systemic Therapy Policies are
available on the BC Cancer Agency website
(www.bccancer.bc.ca) under Health Professionals
Info, Chemotherapy Protocols, Policies and
Procedures.

FOCUS ON THE ROLE OF
BISPHOSPHONATES THERAPY

IN THE TREATMENT OF BONE METASTASES
Bone metastases can be a common occurrence in
patients with metastatic cancer, particularly in
cancer of the breast, prostate, and lung.1  In the
healthy individual, normal bone undergoes
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continual remodeling in which the resorption of old
bone by osteoclasts (osteolysis) is balanced by the
formation of new bone by osteoblasts
(osteogenesis).  When tumour cells metastasize to
bone, this normal balance can become upset,
leading to either excess bone resorption or excess
bone formation depending on the tumour type from
which the metastasis occurred.
  Osteolytic metastases can be characterized by
increased osteoclast activity, excessive bone
resorption, and bone destruction.  Growth factors
and proteins released during osteoclastic bone
resorption are believed to interact with the tumour
cells to promote local tumour growth.  The tumour
cells, in turn, release mediators that further
stimulate osteoclastic activity resulting in a
repetitious cycle of bone resorption and tumour
growth.3
   These osteolytic bone lesions will place the
patient at greater risk for numerous morbidities such
as bone pain, fractures, spinal cord compression,
and malignancy-related hypercalcemia.2,4

Conversely, osteoblastic bone lesions stimulate
osteogenesis.  This increase in bone formation will
eventually lead to an increase in osteoclast activity
in order to try and balance the effect.  As a result,
increases in osteolytic activity, and hence
morbidities similar to those with osteolytic disease,
will eventually be observed in patients with
osteoblastic metastases.5
  The type of metastatic bone lesion observed in
patients depends upon the source of the primary
tumour.  Bone metastases arising from breast
cancer, for example, may exhibit osteolytic,
osteoblastic, or mixed lesions – with osteolytic
being the predominant form.1  In contrast, bone
lesions in prostate cancer patients are primarily of
the osteoblastic type; however osteolytic lesions
may also occur.1,5  Bone metastases from primary
lung cancers usually produce osteolytic lesions1 and
in multiple myeloma, the bone lesions are entirely
osteolytic.6,7  The type of lesion notwithstanding,
bone resorption – and ultimately the osteoclast – has
been targeted as a key area of therapy for the
treatment of skeletal metastases regardless of the
origin of the primary tumour.
  Treatment of metastatic bone disease remains
primarily palliative.  The direct anti-tumour effects
of systemic therapy (i.e., chemotherapy and
hormone therapy) as well as radiation therapy for
the relief of pain and prevention of fracture are the
standard therapies available.  The prevention or
delay in osteoclast-mediated bone resorption has
become another area in which the treatment of

certain types of bone metastases may be achieved.
The standard of therapy for this purpose has become
the use of bisphosphonates.

Bisphosphonates
The bisphosphonates are analogues of naturally
occurring pyrophosphate, which adsorb strongly to
hydroxyapatite at sites of active bone remodeling.
They inhibit osteoclast function in both normal and
diseased bone by reducing the osteoclast population
as well as inhibiting their activity.8-10 The various
proposed mechanisms of action include: inhibition
of osteoclast production,8 induction of apoptosis
(programmed cell death),11,12 and modification of
the cell environment.8,13  Some bisphosphonates
form cytotoxic ATP analogs (clodronate),12 while
others interfere with the osteoclast metabolic
pathway (pamidronate, zoledronic acid).14

Clodronate
Several smaller clinical trials have investigated the
use of clodronate in the treatment of bone
metastases secondary to breast and prostate cancers.
In two earlier randomized, controlled studies in
breast cancer patients with bone metastases, an
objective clinical benefit in primary endpoints was
observed; however these findings either lacked the
statistical power to show significance19 or the
method of statistical analysis was found to be
questionable.20  The findings of a more recent
randomized trial involving 100 breast cancer
patients treated with either oral clodronate or no
additional therapy were shown to be more
conclusive and positive.  It was demonstrated that
the time to first skeletal related event (SRE) was
significantly longer in the group receiving
clodronate than in the group receiving no additional
therapy (25% of patients having an SRE at 19
months vs. 4 months for the no-treatment arm).21  In
several randomized, placebo-controlled studies in
patients with prostate cancer, clodronate failed to
show a significant benefit in objective or subjective
endpoints (e.g., pain relief, palliative response).22, 23

Pamidronate
In a number of randomized, multicentre, placebo-
controlled trials involving over 1,500 patients with
predominantly osteolytic-type bone metastases
secondary to breast cancer and multiple myeloma, a
significant and objective clinical benefit was
demonstrated in those receiving pamidronate
therapy.15-17  In one study, a significant increase in
the median time to first SRE was reported for breast
cancer patients with bone metastases receiving
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pamidronate – 13 months vs. 7 months when
compared to placebo.  There was also a significant
reduction in the proportion of patients who
experienced an SRE at 24 months (56% vs. 67%
compared to placebo),16 showing the potential long-
term benefits of pamidronate in this population.  A
separate randomized, controlled study investigating
the efficacy of pamidronate in patients with
advanced multiple myeloma showed a significant
clinical benefit in those receiving pamidronate.  It
was observed that there was a significant reduction
in the mean number of SRE’s in the pamidronate-
arm (1.3 vs. 2.2 when compared to placebo), as well
as a reduction in the proportion of patients who
experienced an SRE during the 21-month follow-
up.  It was further noted that pamidronate as an
adjunct to chemotherapy may also improve the
survival of these patients depending on the type of
chemotherapy they may receive concurrently.17  In a
randomized, placebo-controlled study of 236
patients with bone metastases arising from
advanced prostate cancer, pamidronate failed to
show a significant benefit.  After 6 months of
therapy there was no significant reduction in the
proportion of patients with an SRE or bone pain in
the pamidronate-arm when compared to placebo.18

Zoledronic acid
In several randomized, controlled, multicentre trials
involving over 1,500 patients with bone metastases
secondary to breast cancer, multiple myeloma,
prostate cancer, and other solid tumours, the use of
zoledronic acid has been observed to be of clinical
benefit.24-26  One randomized, double-blind trial
evaluated the efficacy of different doses for
zoledronic acid (0.2, 2, or 4 mg) compared to
pamidronate (90 mg) in 280 patients with osteolytic
lesions from metastatic breast cancer or multiple
myeloma.  It was observed that zoledronic acid
doses of 2 and 4 mg were at least as effective in
treating osteolytic lesions as compared to 90 mg of
pamidronate.24

   Another trial evaluated the efficacy and safety of
zoledronic acid compared to pamidronate in 766
breast cancer patients with osteolytic, mixed, or
osteoblastic bone metastases.  The proportion of
patients with an SRE after 13 months (primary
endpoint) in the zoledronic acid group was 43%
(comparable to 45% for the pamidronate-arm).  The
median time to first SRE (a secondary endpoint)
was almost identical at 1 year for both treatment
arms.25  No significant difference in these two
primary endpoints was seen after 25 months of
follow-up, although zoledronic acid 4 mg was

associated with a small decrease in the risk of
developing any SRE (hazard ratio 0.82, 95% CI
0.67-0.99, p = 0.04).25a

   In a more recent randomized, double-blind,
multicentre trial of 643 patients with bone
metastases secondary to hormone-refractory
prostate cancer, zoledronic acid (4 mg or 8 mg) was
compared to placebo.  Of note, some patients in the
8 mg zoledronic acid arm experienced renal
dysfunction and were subsequently dose-reduced to
4 mg of zoledronic acid.  This group was referred to
as 8/4 mg zoledronic acid arm.  It was observed that
the proportion of patients having at least one SRE
(the primary endpoint) was significantly lower in
the 4 mg zoledronic acid group compared to
placebo (33.2% vs. 44.2% respectively).  However,
no statistically significant difference was seen with
the 8/4 mg zoledronic acid group (38.5%) when
compared to placebo.  Similar results were observed
when comparing the median time to first SRE
between groups: at least 420 days in patients
receiving 4 mg zoledronic acid compared to 321
days in the placebo arm (P = 0.01); and 363 days
for those patients in the 8/4 mg zoledronic acid
group (not statistically significant).26

   In a review of this study, by Canil and Tannock, it
was noted that, “several features of the study should
lead to caution in accepting this result as sufficient
evidence to introduce zoledronic acid into standard
practice for the treatment of patients with metastatic
prostate cancer.”  Firstly, statistical power of the
study was lost to some degree when the
investigators failed to include patients from the 8/4
mg zoledronic arm in their revised analysis.
Secondly, the fact that the combined 8/4 mg
zoledronic acid arm should have shown at least
comparable results to the 4 mg zoledronic acid arm
but did not (no significant difference as compared to
placebo) weakens the results.  Lastly, the incidence
of a number of side effects was higher in both
treatment arms when compared to those patients
receiving placebo – the investigators reported the
zoledronic acid was, “well-tolerated.”  They
therefore concluded that the study has not,
“provided a clear demonstration of net therapeutic
effect.”27

   Bisphosphonate therapy has been the standard of
care for patients with breast cancer, multiple
myeloma, and primarily osteolytic bone lesions,
resulting in a decreased risk of skeletal events and
an improvement in quality of life.  Currently, two
bisphosphonates – clodronate and pamidronate – are
listed on the BCCA’s Benefit Drug List, both of
which require the completion of a Class 2 Drug
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Registration Form.  Oral clodronate is indicated
first-line for the treatment of bone metastases in
breast cancer; however for patients unable to
tolerate oral clodronate, IV pamidronate or IV
clodronate may be used (BRAVCLOD Protocol).
[Note:  There are other BCCA protocols employing
bisphosphonate therapy; however the BRAVCLOD
Protocol is the only one currently utilized
specifically for the treatment of bone metastases].
   In consideration of the available literature and the
recent debate surrounding the use of zoledronic acid
in the treatment of prostate cancer metastatic to
bone, the BCCA does not currently fund the use of
bisphosphonate therapy for the treatment of bone
metastases in prostate cancer patients.

Submitted by
Shawn Cassidy
Pharmacy CON Educator, VC-BCCA

Reviewed by
Lynne Nakashima
Pharmacy Professional Practice Leader, VC-BCCA

References:
1. Rubens RD. Clinical Aspects of Bone Disease. In: Body JJ ed. Tumor Bone Diseases

and Osteoporosis in Cancer Patients. New York, NY: Marcel Dekker Inc; 2000: 85-96.
2. Yoneda T, Williams PJ, Myoi A, et al. Cellular and Molecular Mechanisms of Development of Skeletal

Metastases. In: Body JJ ed. Tumor Bone Diseases and Osteoporosis in Cancer Patients. New York, NY:
Marcel Dekker Inc; 2000: 41-69.

3. Yin JJ, Selander K, Chirgwin JM, et al.  TGF-beta signaling blockade inhibits PTHrP secretion by breast
cancer cells and bone metastases development.  J Clin Invest. 1999; 103: 197-206.

4. Kanis JA, McCloskey EV. Bone turnover and biochemical markers in malignancy. Cancer. 1997; 80
(Suppl. 8): 1538-45.

5. Goltzman D and Rabbani SA. Pathogenesis of Osteoblastic Metastases. In: Body JJ ed. Tumor Bone
Diseases and Osteoporosis in Cancer Patients. New York, NY: Marcel Dekker Inc; 2000: 71-84.

6. Goltzman D, Karaplis AC, Kremer R, et al. Molecular basis of the spectrum of skeletal complications of
neoplasia. Cancer. 2000; 88: 2903-2908.

7. Kanis JA, McCloskey EV. Bisphosphonates in the treatment of multiple myeloma. In: Body JJ ed. Tumor
Bone Diseases and Osteoporosis in Cancer Patients. New York, NY: Marcel Dekker Inc; 2000: 457-481.

8. Fleisch H. Bisphosphonates: Introduction and Mechanism of Action in Tumor Prevention. In: Body JJ ed.
Tumor Bone Diseases and Osteoporosis in Cancer Patients. New York, NY: Marcel Dekker Inc; 2000:
357-376.

9. Russell RG, Croucher PI, and Rogers MJ. Bisphosphonates: pharmacology, mechanisms of action and
clinical uses. Osteoporosis Int. 1999; Suppl. 2: S66-S80.

10. Green JR and Clezardin P. Mechanisms of bisphosphonate effects on osteoclasts, tumour cell growth, and
metastasis. Am J Clin Oncol. 2002; 25 (Suppl. 1): S3-S9.

11. Hughes DE, Wright KR, Uy HL, et al. Bisphosphonates promote apoptosis in murine osteoclasts in vitro
and in vivo. J Bone Miner Res. 1995; 10: 1478-1487.

12. Frith JC, Monkkonen J, Auriola S, et al. The molecular mechanism of action of the antiresorptive and
antiinflammatory drug clodronate: evidence for the formation in vivo of a metabolite that inhibits bone
resorption and causes osteoclast and macrophage apoptosis. Arthritis Rheum. 2001; 44: 2201-2210.

13. Fleisch H. Bisphosphonates: pharmacology and use in the treatment of tumour-induced hypercalcaemic
and metastatic bone disease. Drugs. 1991; 42: 919-944.

14. Russell RG and Croucher PJ. Clinical Pharmacology of Bisphosphonates. In: Body JJ ed. Tumor Bone
Diseases and Osteoporosis in Cancer Patients. New York, NY: Marcel Dekker Inc; 2000: 377-392.

15. Theriault RL, Lipton A, Hortobagyi GN, et al. Pamidronate reduces skeletal morbidity in women with
advanced breast cancer and lytic bone lesions: a randomized-placebo controlled trial. J Clin Oncol. 1999;
17: 846-854.

16. Lipton A, Theriault RL, Hortobagyi GN, et al. Pamidronate prevents skeletal complications and is
effective palliative treatment in women with breast carcinoma and osteolytic bone metastases: long term
follow-up of two randomized, placebo-controlled trials. Cancer. 2000; 88: 1082-1090.

17. Berenson JR, Lichtenstein A, Porter L, et al. Long-term pamidronate treatment of advanced multiple
myeloma patients reduces skeletal events. J Clin Oncol. 1998; 16: 593-602.

18. Lipton A, Small E, Saad F et al. The new bisphosphonate, Zometa (zoledronic acid), decreases skeletal
complications in both osteolytic and osteoblastic lesions: a comparison to pamidronate. Cancer Invest.
2001; 20 (Suppl. 2): 45-54.

19. Elomaa I, Blomqvist C, Porkka L, et al. Treatment of skeletal disease in breast cancer: a controlled
clodronate trial. Bone. 1987; 8 (Suppl. 1): S53-S56.

20. Paterson AH, Powles TJ, Kanis JA, et al. Double-blind controlled trial of oral clodronate in patients with
bone metastases from breast cancer. J Clin Oncol. 1993; 11: 59-65.

21. Kristensen B, Ejlertsen B, Groenvold M, et al. Oral clodronate in breast cancer patients with bone
metastases: a randomized study. J Inten Med. 1999; 246: 67-74.

22. Ernst DS, Tannock IF, Venner PM, et al. Randomized placebo controlled trial of mitoxantrone/
prednisone and clodronate versus mitoxantrone/ prednisone alone in patients with hormone refractory
prostate cancer (HRPC) and pain: NCIC Clinical Trials group study [Abstract 705]. Proc Am Soc Clin
Oncol. 2002; 21: 177a.

23. Elomaa I, Kylmala T, Tammela T, et al. Effect of oral clodronate on bone pain. A controlled study in
patients with prostate carcinoma. Int Urol Nephrol. 1992; 24: 159-166.

24. Berenson JR, Rosen LS, Howell A, et al. Zoledronic acid reduces skeletal-related events in patients with
osteolytic metastases: a double-blind, randomized dose-response study. Cancer. 2001; 91: 1191-1200.

25. Rosen LS, Gordon D, Kaminski M, et al. Zoledronic acid versus pamidronate in the treatment of skeletal
metastases in patients with breast cancer or osteolytic lesions of multiple myeloma: a phase III, double-
blind comparative trial. Cancer J. 2001; 7: 377-387.

25a.    Coleman RE, Rosen LS, Gordon D, et al.  Zoledronic acid (4 mg) significantly reduces the relative risk of
developing a skeletal-related event compared with pamidronate (90 mg) in patients with breast cancer and
bone metastasis.  Proceedings from the 26th Annual San Antonio Breast Cancer Symposium, December 3 -
6, 2003 . (abstract 355).

26. Saad F, Gleason DM, Murray R et al. Zoledronic acid reduced skeletal complications in patients with
hormone-refractory prostate carcinoma metastatic to bone: a randomized, placebo-controlled trial. J Natl
Cancer Inst. 2002; 94: 1458-1468.

27. Canil CM and Tannock IF. Should bisphosphonates be used routinely in patients with prostate cancer
metastatic to bone? J Natl Cancer Inst. 2002; 94: 1422-1423.

 
 LIBRARY/CANCER INFORMATION CENTRE

Unconventional Cancer Therapies Manual is
available on the BC Cancer Agency website
www.bccancer.bc.ca under Patient/Public Info,
Unconventional Therapies.  The manual consists of
46 short monographs on the more commonly used
unconventional cancer therapies (e.g., Essiac,
vitamins, teas, shark cartilage) and includes tips for
the patient and family on how unconventional
therapies can be evaluated. For each therapy the
manual provides proponent/advocate claims, as well
as evidence-based evaluation/critique quotations
from the literature.
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IN TOUCH www.bccancer.bc.ca bulletin@bccancer.bc.ca
BC Cancer Agency (604)-877-6000 Toll-Free 1-(800)-663-3333
Communities Oncology Network Ext 2744 jvenkate@bccancer.bc.ca
Education Resource Nurse Ext 2638 nursinged@bccancer.bc.ca
Nursing Professional Practice Ext 2623 ilundie@bccancer.bc.ca
Pharmacy Professional Practice Ext 2247 gconcon@bccancer.bc.ca
Provincial Systemic Therapy Program Ext 2247 gconcon@bccancer.bc.ca
Communities Oncology Network Pharmacist Ext 6277 francish@bccancer.bc.ca
Drug Information Ext 6275 robrien@bccancer.bc.ca
Library / Cancer Information Ext 2690 bethm@bccancer.bc.ca
Update Editor Ext 2288 mdelemos@bccancer.bc.ca
Centre for the Southern Interior (CCSI) (250) 712-3900 Toll-Free 1-(888)-563-7773
Fraser Valley Centre (FVCC) (604)-930-2098 Toll-Free 1-(800)-523-2885
Vancouver Centre (VCC) (604)-877-6000 Toll-Free 1-(800)-663-3333
Vancouver Island Centre (VICC) (250) 519-5500 Toll-Free 1-(800)-670-3322

REGIONAL CANCER CENTRE ACCESS
BULLETIN UPDATES LOCATION
Cancer Drug Manual H:\everyone\systemic\chemo\cancer drug manual monographs
Pre-Printed Orders H:\everyone\systemic\chemo\Orders\VCC
BRAJCEF BRAJCEFG BRINFCEF
BRINFCEFG BRLACEF BRLACEFG
SAVACM
Protocol Summaries H:\everyone\systemic\chemo\Protocol\”tumour site”

Index of Protocol Summaries Index_NT or Index_W6
LYHDMTXP LYHDMTXR OSVIM
SAIME SAVAC SAVACM
SAVIM SMAJLEV SMCCNU
SMDD SMDTIC SMILBCG
SMTAM SMTV SCHYPCAL
Patient Education Handout H:\everyone\systemic\chemo\Pt Education
Provincial Systemic Therapy Policies H:\everyone\systemic\chemo\policies
Reimbursement H:\everyone\systemic\chemo\Reimburs
Benefit Drug List (1 Mar 03) BenefitList.doc
Class 2 Form (1 Mar 03) Class2.doc

For easy access, double-click your systemic chemo icon.
We appreciate your comments.  Write us at bulletin@bccancer.bc.ca
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BC CANCER AGENCY SYSTEMIC THERAPY UPDATE FAX REQUEST FORM
FAX (604) 877-0585

bulletin@bccancer.bc.ca
TO SUBSCRIBE: FAX OR EMAIL YOUR REQUEST  OR  CALL @ 877-6098 LOCAL 2247

FOR URGENT REQUESTS PLEASE CALL (604) 877-6098 LOCAL 2247
OR TOLL-FREE IN BC 1-800-663-3333 LOCAL 2247

PLEASE FEEL FREE TO MAKE COPIES FOR YOUR COLLEAGUES
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