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To evaluate the antiemetic effects of 5-HT; receptor antagonists, we investigated the relationship between condition
of food intake and occurrence of nausea and vomiting. We collected data such as sex, age, disease, combination of
steroids and central antiemetic agents, eating condition, and vomiting condition from medical records in 33 hematologic
cancer patients receiving chemotherapy; combination with 5-HT; receptor antagonists. The conditions of food intake
and nausea/vomiting were checked at 4 mealtime points (lunch, supper, breakfast, and next lunch) after chemotherapy,
and were recorded as 1, 3, or 5 as each condition score. To calculate eating scores and nausea/vomiting scores, the sum
of scores from 4 mealtime points was used. We found a significant negative correlation between eating scores and nausea/
vomiting scores (n=62, p<0.01). At eating points in which combination therapy with steroids and central antiemetic
agents was not given, antiemetic effects of granisetron, azasetron and ramosetron were compared and revealed that
azaseton was the most effective antiemetic agent. This result is inagreement with our previous study predicting antiemetic
effects of 5-HT; receptor antagonists based on the receptor occupancy theory. This study suggests that eithes receptor oc-
cupancy or eating score is a useful indicator for assessment of the efficacy of 5-HT}; receptor antagonists.
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Table 1. Summary of the Patients
Patient Sex Age Disease? Antineoplastics agents? Antiemetics® Steroids?
1 W 30 ML VCR. DOX. CPA. Gran. Azas. Pred.
2 M 62 MDS Ara-C. DNR. ACR. MIT. IDR. Gran. Ramo. Pred. Hydr.
3 M 60 AML Ara-C. DNR. ACR. MIT. VP-16. GEM. BHAC. Gran. Azas. Hydr.
4 M 68 BL VCR. DOX. CPA. MTX. Ara-C. Ritu. Gran. Ramo. Pred. Meth.
Hydr. Dexa.
5 M 50 AML VP-16. Ara-C. DNR. ACR. MCNU. Gran. Azas. Meto. Hydr.
6 w 56 NHL VP-16. CPA. Ara-C. Azas. Ramo. Dexa.
7 M 75 ML CPA. THP-ADM. VDS. Azas.
8 M 72 CLL Flud. Gran. Azas.
9 M 64 AML MIT. VP-16. Ara-C. DNR. ACR. BHAC. VDS. Azas.
10 w 83 MM MCNU. VDS. L-PAM. Azas. Pred.
11 M 64 ML VCR. DOX. CPA. Ara-C. MTX. Gran. Azas. Pred. Dexa.
Ramo.
12 w 67 ML VCR. DOX. VP-16. CPA. Ara-C. Azas. Pred. Dexa.
13 w 76 CML VCR. DOX. DNR. Gran. Azas. Pred.
14 A\ 61 CML DNR. Azas.
15 M 62 MM VCR. MCNU. Azas.
16 M 69 ML VP-16. IFM. DOX. CPA. CBDCA MTX. Ara-C. Gran. Azas. Pred. Dexa.
VDS. Meto. Meth.
17 w 53 NHL VCR. VP-16. DOX. CPA. Ara-C. Ritu. VDS. Gran. Azas. Dexa. Pred.
Meto.
18 A\ 47 AML VCR. VP-16. MIT. Ara-C. DNR. ACR. IDR. Gran. Azas. Hydr.
BHAC. VDS. Meto. Domp.
19 A\ 71 ML VCR. DOX. CPA. THP-ADM. Azas. Pred.
20 w 64 ALL VCR. DOX. CPA. MTX. Ara-C. Gran. Azas. Pred. Dexa.
Ramo. Meth.
21 M 51 MM VCR. DOX. MCNU. Gran. Azas. Dexa.
22 w 51 MM VCR. DOX. Azas. Ramo. Dexa.
23 w 67 MDS VCR. VP-16. MIT. Ara-C. ACR. Gran. Azas.
24 M 54 MM VP-16. MIT. Ara-C. DNR. ACR. BHAC. Ramo. Hydr.
25 M 67 ALL VCR. VP-16. DOX. L-asp. CPA. MTX. Ara-C. Gran. Ramo. Pred. Dexa.
DNR. Meto.
26 M 67 ML VP-16. IFM. CBDCA Ramo.
27 w 83 AML VP-16. MIT. Ara-C. DNR. ACR. BHAC. Ramo. Pred.
28 w 55 MS MIT. CPA. Ara-C. Gran. Ramo. Pred.
29 M 72 MDS VP-16. Ara-C. DNR. ACR. BHAC. Gran. Ramo.
30 w 72 ML VCR. CPA. THP-ADM. Ramo. Meto. Pred.
31 w 62 MDS, ML Ara-C. DNR. ACR. Gran. Ramo.
32 w 38 AML Ara-C. DNR. Gran. Ramo. Hydr.
Meto.
33 Y 64 ITP VCR. DOX. CPA. Ramo.

a) AML: acute myeloid leukemia, ALL: acute lymphoblastic leukemia, BL: Burkitt lymphoma, CML: chronic myelogenous leukemia, CLL: chronic lympho-
cytic leukemia, ITP: idiopatheic thrombocytopenic Purpura, L: leukemia, MDS: myelodysplastic syndromes, MM: multiple myeloma ML: malignant lymphoma,
MS: multiple sclerosis, NHL: non-Hodgkin’s lymphoma. b) ACR: aclarubicin hydrochloride, CBDCA: carboplatin, CPA: cyclophosphamide, Ara-C: cytara-
bine, DOX: doxorubicin, DNR: daunorubicin hydrochloride, BHAC: enocitabine, VP-16: etoposide, Flud: fludarabine phosphate, IDR: idarubicin hydrochlo-
ride, IFM: ifosfamide, GEM: gemtuzumab ozogamicin, L-asp: L-asparaginase, L-PAM: melphalan MTX: methotrexate, MIT: mitoxantrone, THP-ADM:
pirarubicin, MCNU: ranimustine, Ritu: rituximab, VCR: Vincristin hydrochloride, VDS: vindesine sulfate. ¢) Azas: azasetron hydrochloride, Gran: granisetron
hydrochloride, Ramo: ramosetron hydrochloride, Meto: metoclopramide, Domp: domperidone. d) Pred: prednisolone, Dexa: dexamethasone, Hydr: hydrocor-

tisone, Meth: methylprednisolone.
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Table 2. Emetic Risk of Single Antineoplastic Agents¥

Emetic risk

Agent

Level 5 Cyclophosphamide>1500 mg/m?
High emetic risk Dacarbazine

(>90% frequency of emetics)

Level 4 Carboplatin

Moderate emetic risk
(60-90% frequency of emetics)

Cyclophosphamide>750 mg/m2=1500 mg/m?
Cytarabine>1 g/m?

Doxorubicin>60 mg/m?

Melphalan>50 mg/m?

Methotrexate >1000 mg/m?

Level 3
Moderate emetic risk
(30-60% frequency of emesis)

Aclarubicin?
Cyclophosphamide>750 mg/m?
Doxorubicin 20—-<60 mg/m?
Idarubicin

Ifosfamide

Methotrexate 2501000 mg/m?
Mitoxantrone<15 mg/m?

Level 2
Low emetic risk
(10-30% frequency of emesis)

Cytarabin 100-200 mg/m?
Daunorubicin!®

Etoposide

Enocitabine!?

Gemcitavine

Methotrexate >>50 mg/m?2>250 mg/m?
Pirarvicin!?

Ranimustine!®

Vindesine!¥

Vinorelbine!®

Level 1
Minimal emetic risk
(<10% frequency of emesis)

L-Asparaginase
Fludarabine

Methotrexate =50 mg/m?
Rituximab

Vincristine

5 10 15 20 25
EATING SCORE

The Relationship between Nausea/Vomiting Score

and Eating Score

NMK 7=, azasetron, ramosetron, granisetron @
EHEZHELZGEO 5-HT; 28BS 5/ R
X, ThTh, 97.4%,88.5%,87.1%TH 0,2 4
EHNONDEmM L 7ZFAERER &Lz (Fig. 2).
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Ramosetron
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Summary of Mean Eating Score of 5-HT;RA

Table 3.

Mean of eating score

Azasetron

Granisetron

Antiemetic regimen

Emetic risk of chemotherapy

n Average

Average

18 11

20

16
17

S & AED?

Sb)

17
12
18

AED®
Nod

Level 5

12

21

18
1

S & AED

16
12
17

33

8

Level 4

AED
No

19

13

3
2

1
1

S & AED
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10
17

32

Level 3

AED
No

67

4

1

8
5

S & AED

15
11

27

1

Level 2

AED
No

17

11

13

S & AED

12

Level 1

AED
No

18

10

a) S & AED: steroid and antiemetic treatment, b) S: steroid treatment, ¢) AED: antiemetic treatment, d) No: No other treatment.
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The Comparison of Eating Scores in the Cancer Patients Treated with 5-HT;RA (mean+S.D.)

The patients are not administered with steroids or central antiemetic agents.

Fig. 2.
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