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Oxaliplatin Hypersensitivity Reaction: Case Analysis from Maharaj Nakhon Si Thammarat
Hospital
by  Suriyon Uitrakul', Supenporn Aksornwong’

ISchool of Pharmacy. Walailak University,

’Department of Pharmacy. Maharaj Nakhon Si Thammarat Hospital

This study aimed to identify the frequency and characteristics of hypersensitivity to
Oxaliplatin, including analysis of the management of hypersensitivity. The data were prospec-
tively collected from the patients treated with the Oxaliplatin-based regimen using the Drug
Therapy Monitoring Record at Maharaj Nakhon Si Thammarat Hospital. Then, the level of
hypersensitivity was assessed according to the Common Toxicity Criteria for Adverse Events
V.4.0 from January 2010 to May 2012. In this study, it was found from 48 patients whom used
Oxaliplatin in their regimen that 85.4% had no history of allergy, and 68.8% received chemo-
therapy for the first time. There were 4 patients, approximately 8.3% of all, got an allergy to
Oxaliplatin at level 1-3. The onset of hypersensitivity ranged from 0.5 to 19.2 hours after admi-
nistration and the median of hypersensitivity event was found in the cycle 5. Patients with
hypersensitivity were treated with 10 mg intravenous Chlorpheniramine and received more
premedication, including higher dose of Dexamethasone, adding of intravenous
Chlorpheniramine and Ranitidine, and more duration of injection up to 6 hours in the next
cycle of chemotherapy. In conclusion, because the allergy was found in the later cycle of chemo-
therapy, some health professionals might ignore the monitoring of allergy. Some physicians
changed the therapeutic regimen to the non-Oxaliplatin based regimen even the allergy was not
too severe. This management caused patients a loss of opportunity to use Oxaliplatin. The
results of this study showed that the allergic patients can continue the same regimen by adding
premedication and prolonging the duration of administration. Nevertheless, the more effective
management should be developed in the future research to help Oxaliplatin-allergic patients to
receive a full course of treatment. (Thai Cancer J 2012;32:104-110.)

Keywords: Oxaliplatin, hypersensitivity, allergy, chemotherapy, cancer patient
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nzifaan &Iy (colon cancer) 30 62.5 1 25
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NZTINIZNNZRNUIT (stomach cancer) 1 2.1 0 0
gaseiafitialasuudainainisun
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WA (mg) WL Lok
(mg) o
(W)
1 XELOX Dexamethasone 8 130 910 3 Erythema, itching 30  Chlorpheniramine 20 mg IV Laifl
10mg IV Dexamethasone 10 mg IV
Odansetron 8 mg IV Omeprasole 40 mg IV
Oxygen canular 3 LPM
2 Highdose Dexamethasone 2 1173 2346 1 Erythema, itching 30  Chlorpheniramine injection B
FOLFOX4 10mglV Hydroxyzine 10 mg
Metoclopramide 1tab BID pc
10mg Vg6 hr
3 FOLFOX4 Dexamethasone 6 1385 1940 2 Erythema, itching, 576  Chlorpheniramine injection q
10mg IV dyspnea Hydroxyzine 10 mg
Odansetron 4 mg IV 1tab BID pc
4  FOLFOX4 Ondansetron 4 152 608 1 Erythema, itching 1152  Chlorpheniramine 4 mg q
4mg IV 1tab BID pc

HSR = hypersensitivity reaction, IV = intravenous, LPM = litre per minute, BID = twice a day, pc = after meal
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nsaanaiitailasiunisuiendn
Lﬁmmmm Dexamethasone L1 20 mg IV
Lﬁlum Chlorpheniramine 10 mg IV
Lﬁlllm Ranitidine 50 mg IV
genasveznan ey 6 Falus
Lﬂ?{ﬂuqmm

9 dalng (0.5-19.2)
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Comparison of Human Papillomavirus Detection and Genotyping in Abnormal Cervical
Lesions using Enzyme-Immunoassay and Reverse Line Blot Hybridization
by  Jarunya Ngamkham, Krittika Boonmark, Thainsang Phansri
Field study research section, Research Division, National Cancer Institute, Bangkok 10400,
Thailand

Human papillomavirus (HPV) is the major cause of neoplasia lesion and invasive cervical
cancer. The persistent infection with high risk HPV genotype is related with carcinogenesis.
The purpose of this study was to investigate the frequency and genotypes of HPV and, then,
compare the results of HPV detection by the methods of enzyme-immunoassay (EIA) and reverse
line blot hybridization (RLB) to analyze abnormal cervical tissues. The samples were collected
from 122 Thai women who were screened for cervical cancer at the National Cancer Institute,
Thailand. Our results showed that the mean age of the patients was 48 years (SD=11.85). The
HPV DNA positive specimens were found to be 86/122 (70.5%) and 90/122 (73.8%) by EIA and
RLB, respectively. The three most common HPV types in squamous cell carcinoma (SCC)
included HPV-16 (45.6%), HPV-18 (21.1%) and HPV-58 (8.8%). In addition, both methods can be
used to detect in either single or multiple type infection (=2 types). The typing procedures used
in this study had an excellent agreement (K=0.88). In conclusion, the HPV DNA detection as
well as type-distribution assay, especially the oncogenic HPV type detection which played an
important role in carcinogenesis, may be contributed to the cancer screening of the high risk
group who illustrated more abnormal cervical cells among Thai women. Thus, it could lead to
the prevention and the decreasing incidence of cervical cancer in Thailand. (Thai Cancer J
2012;32:111-122.)

Keywords: human papillomavirus, genotype, cervical cancer, Thai women
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~
A3 N 1
=
ANNANILTaUgUN1IATIaUY HPV
DNA #2838 EIA waz RLB nudnlsinanisnsaa
AaszunlndAgeiunan InalAn K=0.88

(awnsnzenduldlussAuge) dauanslunnseh 2
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A15997 1 UAAINANIAIIAM HPV DNA Iumm'ﬂﬁﬂmm@uﬂﬁﬁmﬂaﬂﬁé’qﬁ% Enzyme-immuno assay
waz Reverse line blot hybridization (N=122 518l)
EIA RLB

ANBIZYNG  NaNsaene  hawu HPV WU HPV laiwy HPV WU HPV
LEARINEN* QMUY ANUIU AU AUUIU ANUIU

(Fazaz) (Fagaz) (fasaz (Fasaz) (Fasaz)
NILM 6 (4.9) 5 (4.1) 1 (0.8) 5 (4.1) 1 (0.8)
AGC 2 (1.6) 2 (1.6) 0 (0) 2 (1.6) 0 (0)
ASC-H 2 (1.6) 1 (0.8) 1 (0.8) 1 (0.8) 1 (0.8)
ASC-US 9 (7.4) 5 (4.1) 4 (3.3) 6 (4.9) 3 (2.5)
LSIL 12 (9.8) 7 (5.7) 5 (4.1) 6 (4.9) 6 (4.9
HSIL 29 (23.8) 11 (9.0) 18 (14.8) 7 (5.7) 22 (18.0)
SCC 62 (50.8) 5 (4.1) 57 (46.7) 5 (4.1) 57 (46.7)
Total 122 (100) 36 (29.5) 86 (70.5) 32 (26.2) 90 (73.8)

*The 2001 Bethesda Systems " NILM=Negative for intraepithelial lesion or malignancy (inflammation,
Trichomonas spp/Candida spp infection, etc.), AGC=Atypical glandular cells, ASC-H=Atypical squa-
mous cells cannot exclude HSIL, ASC-US=Atypical squamous cells of undetermined significance,
LSIL=Low grade squamous intraepithelial lesion, HSIL=High grade squamous intraepithelial lesion,

SCC=Squamous cell carcinoma.

A137 2 WEaufiaunanisngaann HPY DNA lugasiinuagniifiaonuiadsns #9eds EIA uaz

3% RLB
38n15M999 ANUIUFADEN NAN1TATIIUT HPV DNA” Kappa (K)
Ny Taiwy
EIA 122 86 36 0.88
RLB 122 90 32

* ANTIATIA HPV DNA annsinasinesiemenfi

\Harfaee e liian1sngaa HPV DNA
Wutanuauunaneiugaedleda iednmaanu
d‘ ! o o‘d‘ = =4 o o & o
NYeIuAaTaeWugNeNalNauTad N UE ALY
anwaszauialnRvetaaalinuagn Tneld

d‘d o ' [ U
probe NHANANNITVRIRAATANTUTHNTE LY

N19AMUN ANNANINT 3 WudraneRugRgIany

Nndgane HPV-16 uaznuninlwaasiduaad
U239 (SCC) TAEMTIANLAIUIULYINAWAINNNG
NARDUNIABIITAD WL 26 T18ATNANUIUAIDEIN
YRIIARNLLTNANNA 57 518 ALIuSeuas 45.6

dgl o ol a
4ANANUETIZINTONTIQANY HPV-16 Juigaany

AMNRALTNEILLL HSIL (4 572) ez ASC-H (1 912)



118  7sa1slsAnziSe

AuFuaiugInUNINIUANAUFRIAINNAE HPV-
18 uaz HPV-58 muaisy aeslsfinugdeainnsn

AIIANLANYNUFEW DU HPV-31, HPV-33,

' '
=| J

HPV-42, HPV-58 LTuf1 feanuauinuiaais

Yy vy

wAnFaRuanTas luieaeeds Hallauesfuninu

U

lauazANaINIZLeY probe NHINIATIAdaL

17 32 auuil 3 nINHIAN-AKEI1E% 2555

Falunisanuunanaiugaes HPY au1onwunig

a

EY = X A . . .
FALTANILUUAALTIALALA (single type infection)

-

Lmzﬁm%équﬁwmmwﬁuq (multiple types
infection) Faust 2 waemulIElunamsaiiAmey
%\1@@\1?3%‘ w4 16/33, 16/39, 16/58, 33/58, 52/66, 56/
66, 16/59/66, 33/35/45, 35/45/69, 52/66/CP8304

vl s

A997 3 nisanuunaneRugaes HPY lusethaaadinuagniidianainiagsnalusydusineidug
N96139aNU HPV DNA $92138 EIA uaz RLB

AeRUGUR

o EIA
HPV (n=_27U49U

RLB

a . al
frastnefingaa
Wi HPV)
(Sazag)

SCC HSIL LSIL ASC-US ASC-H

(n=57) (n=18) (n=5) (n=4) (n=1)

AGC NILM
(n=0) (n=1)

SCC HSIL LSIL ASC-US ASC-H AGC NILM

(n=57) (n=22) (n=6) (n=3) (n=1) (n=0) (n=1)

Single type - - - - -
infection

HPV 6 - -
HPV 16 26(45.6) 4(22.2) -
HPV 18 12(21.1) 3(16.7) -
HPV 26 1(1.8) - - - -
HPV 31
HPV 33
HPV 42
HPV 45
HPV 51
HPV 52
HPV 56
HPV 58
HPV 59
HPV 66 - - 1(20.0) - -
HPV 70 - - 1(20.0) - -
HPV CP8304 - - - 1(25.0) -

Multipletypes  3(5.3) 1(5.6) - 2(50.0) - -

infection

(>2types)

1(100.0)

- 26(45.6) 4(18.2) -

- 12(21.1) 3(13.6) - - - - _
1(1.8) - - - R - _
1(1.8) 1(16.7) - - R R

2(3.5) - - - - - -

1(16.7) - - - -

2(33.3) - - - -

3(13.6) - - - - -

- 1(16.7) - - - -

2(3.5) - - 1(100.0)
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ANAEATUIZEZIIANUIU WO ANTINNIILNA
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. X v o mea v o 2
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WINTIFALTaURd HPV asdnldnismseann HPV
DNA ann#atnafluian d9anan iiunissauiy
AIIANNARUNIINYITINYINTALTARINE

o & 3

WAZNITAIWBNAENUFAINITR IINT LA
o eda o~ X4,
TULINIIARUENHNN9FATe LNaTaelunig
LR BRAARINNTAALTAUTE AL TUNNFF N
1 = a a

AU19NUTZANTNIN

A1INN13ATIANT HPV DNA Tusaaeng
wadlinuagnidaauinlsnfuesansing
AdNFUNNIRTIANATENTSNHT W ADNTTUNLLS
WASTNR AL 122 $18R28RE enzyme-immuno
assay (EIA) waz reverse line blot hybridization
(RLB) toeild GP5+/6+ uaz PGMY09/11 Lilu primer
ANNANFY TI9940995 bASUNNTEANTUDEN1ILNG
Pae AL AN ITNARAUNAWNITAANIIATIANN

HPV ™ pagdneinuduilaldas EIA uaz RLB

A5 9 nd uazAne 119

ANN1TMIIAUY HPV DNA Feeiaz 70.5 (86/122)
uaziaeaz 73.8 (90/122) MNAAL UUTIR4
WU HPV DNA Tngseaesiannauuansnsiugn
fee iflasainmanalouazariusninizaesnis
parasdelafafnann uazaNNIsANEA WY
ﬁq@ﬂ'wﬁmquumaﬁm‘%@‘ﬁmLmqmm@ju
vaTadTiAnNG NUIINGHIBILIARNELE (SCC)
wumiam%@mnﬁ'a;mﬁ@ 57/62 318 AnluFenas
91.9 H440AAKBITLNIIIBIUNIITZLAINEN

o o o

RANNUN R NAUEAUN1IN ANLLININNGD
$aeay 90%*° luanurinunisinme A aN AN
AAUINALLL HSIL way LSIL 704848 RINAAL
o o/ d’ldld a a a (3 £

AnFuasnNANNRAUsn AN LAnTae (ASC-
US 178 NILM) WUNN95IAL T30 M39aNL HPV DNA
Aawdnaen Tnemialiliadinaitiansnsaiuganin
2 ] all v = -:gl’ U
dinganiazilsn@ls uazainuanisAnsiluanali

Windn nsfialmie HPYV anunsafinliluynszes

'
ca

AALALTARLENN1TBNLEY (inflammation) luszes
NILM aunseyiananeiiuitaanzida (SCC) wh
atnglafinnlunisimuivsanansiuganiaas
dsnAaunanaiiluimaduziSainiued fudnwouy
,d. S I y

Wrasrezinan1eanTshnmedinevialilenasies

Inanuiude 10-15 U7° wanannilanaiugany

'
' a

ThFafinsaanufidanudrAyed198s unny
- X 0 s sl o
nsiaelungulefandiponudeege Tnaaniy
o e‘d‘ A % o 1 va
A1eiugn 16 vise 18 anasieutlszftedelndda
WasanniilugaRugninuauduiusiuniaia
nzifaiie¥eray 50-70°%"
AINNITRUNA1ERUTIRe HPV 1u

FnasinaNnsanLNIFALTEaYTaRIIANY HPV DNA
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FneRtn1Inedeuiaaedinne EIA way RLB Inald

A= ° \ o & ]
probe V]@JﬂQWN“ﬁLquluLLﬂﬂgﬁqﬂwuﬁ; WU

argugnnuNInigalunisnsaane HPV-16
waznusn EaaNzsaAnlusasas 45.6 (26/57)
$89A9NTAR HPV-18 kaz HPV-58 ANNATSL

wanaNUEamsIanLANe AU 1TW HPV-31,-33,

y

-45, -52 {luf @anfsmgany HPV lusiaansisa

=

aznuargiugAeudamanuataNInNgauaz

doulngjaziuanesiugnes lunguidssgs wenann

Ufsanunsamssanuasiugieg lunguidesnting

o/ ol al

W14 HPV-6, -70 %38 CP-8304 Msinwulumagni

AafRLlsnlianniin Feuannsdnentaenades
funtsAnenaes Siriaunkgul S WazAM'™ AR
HPV lumaanziieinuagn (invasive cervical
cancer) UA9AA3 MENIAAWILE TasimsanLnng
Ao HPV-16 mnﬁrqm s09a9K1azLill HPV-18,
-52 LA -58 LATIN8N11184 Suthipintawong C LAY

AL NANEIAINENLAZNIIRALTE HPV 999

'
a @ o

Finatnanzifalnuagniuinelu paraffin-

'3

embedded block a114914 410 Fiaaeing IR aewug

.

Inunniigaaa HPV-16 (Faaz 83.2) 90483A8

HPV-18, -58 LAY -52 ANA1AU kaviuninduns

411N AN IR UIUNINTANUNTRALTD HPV

Ao ~ X = = = v &, .
V]\?V]Nﬂ']ﬁ\mﬁL‘ﬂ'ﬂLLUUL@]ﬁl')LWﬂ\?ﬁu\?@qﬂWuﬁ (smgle

type infection) UATNISAALTAIINLLINAE|ATE

o

ug (multiple types infection) weifwy ludinntinuay
=

o

inH HPV-16 isaaneiugaw e lunguaaades

TunnsAnuilanszeaselinsaant HPV

al

DNA #9833 EIA way RLB Lazw/3a1ieinan

17 32 auuil 3 nINHIAN-AKEI1E% 2555

1Fanieaadda nudnliinanisnsaaiiasseii
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TuanefigneafuaRfins uangdae PGMY0Y/
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femnadenaliiniafindiuautesanaiugnasuaes
lafaumnsinay sananniLFunanisedadialy
N193UAUITNINANURUGNIINUTD probe U89
wiaraaug lulAazisnanaazuAnsaiusae
W1 ANNAIN17D IUN1IATI99ULBY probe 13T
EIA @19150m399W1 HPV Bausi 20200 copies
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AMNANNUSIZHINIAIINKAINKAT1YVDI hOGG 1
(c12456) AuaANuFBsanisiiauziSelnuagnly
SASNI9AIARE I NN HaYae Ing

Anns laAsuana’
23350401 3BA’
ARNUS Wawue’
ANE 2LIY>

UNAREa mwwmﬂmwmqﬁuﬁqmmLﬂummwﬁwmmnﬁmuzﬁqﬂﬁnmgn Lﬁ'@ﬁgﬁumgﬂﬁwmm:ﬁﬁ
19131104 8-oxodeoxyguanine (8-0xodG) meluradifinasy magazudaeuls’ human 8-oxoguanine
glycosidase (hOGG1) {ilerda 8-oxodG TAREY LaIL9IEY hOGGT (C1245G) flanumannuanelaed
Lu@lﬁﬁim?ﬂu (C) Lﬂ?ﬂ'ﬂwﬂumzﬁqﬁu ) MlAAe genotypes Wi 3 alimAe CC genotype (homozygous
wild-type), GG genotype (homozygous mutant-type) waz CG genotype (heterozygous) u’ﬂﬂ@’mumwm’]
HARKAT83EY hOGGT HAnudniusiunisfiausialinuagnsian muumaﬂm:mm\mmmaﬂivmmwwq
ANURNNUSTZUINIAIINUAINNAI8TAY hOGGT (C1245G) n‘ummmmm@mimmuvmmnum@mjm
asiz e lumanziuesniaaanile laansdninenanaadasanngudihassifanungn uaznguatuns nguas
182 18 fiusednadadentnailehlasaiSueuasnsamaAnua NI 1es hOGG (C1245G) faeiia
real-time polymerase chain reaction (RT-PCR) w@ma‘ﬁnmwudﬁmwﬁ'mm CC, GG waz CG genotypes
lunguatuANdALYIGL 39, 51 waz 92 sasnasy dewlungudihenzfalnuagniawindu 46, 66 way
70 PEANNANAL WA lNU AN NENRUSIZMINIANNMAINYATE8e hOGGT (C1245G) fupsReesienisin
uzdalinuagn (JFeuiflaunanadaes CC U GG way CG genotypes LEAN crude OR=1.10, 95%
Cl=0.60-2.00 kax crude OR=0.65, 95%CI=0.37-1.13 wazlepn adjusted OR=1.05, 95%CI=0.59-1.87 Loy
adjusted OR=0.65, 95%CI=0.38-1.12 AINAAL) mmmm@ﬁﬂmﬁagﬂiﬁdqmwwmnummm hOGG1
(C1245Q) 134'3‘?mfmuﬁuﬁuﬁﬁumﬁm?imm'@mnﬁmmﬁqﬂmum@ﬂ’lumm‘%‘lmmqmmmm"u@@ﬂLf?immﬁ@
(113819 15ANZISY 2555:32:123-129.)

ANGNATY: hOGGT AMNNAINNANENIINUENTIN wziTalInuAgn ﬁ@ﬁ’m?ﬁlmmqﬁuﬁqﬂim ansinglu
MARzTusandauile

"ANAYT A3TINEN ATUWVEANARSNMIANENTREIIY 2UTANENzEe nguetdde annTuuzaunieni naunisunng NsTnsaeananTge
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Association between hOGG1 (C1245G) Polymorphism and the Risk of Cervical Cancer among
Northeast Thais
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!Department of Physiology, Faculty of Medicine, Khon-Kaen University.
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Abstract Genetic background is one of the most important risk factors of cervical cancer. It has been

reported that the damage of DNA structure results in increasing 8-oxodeoxyguanine (8-oxodG)
production within the cell and, in response to this growing production, the cell activates human
8-oxoguanine glycosidasel (hOGG1) enzyme to repair the 8-0xodG on the damaged DNA. In
human, a nucleotide at the position 1245 on the exon 7 of hOGG1 shows a genetic polymorphism
by the substitution of cytosine base (C) for guanine base (G) that yields 3 genotypes; CC
genotype (homozygous wild-type), GG genotype (homozygous mutant-type) and CG genotype
(heterozygous). In addition, it has been found that hOGG1 protein is associated with cervical
cancer development. Thus, we hypothesize that hOGG1 polymorphism may be associated with
the risk of cervical cancer. Therefore, the objective of this study was to investigate the associa-
tion between hOGG1 polymorphism and cervical cancer risk among Thai women in the north-
east region. The 364 study subjects, sorted by age groups, were divided into two groups--normal
controls and cervical cancer patients. The peripheral white blood cell samples were collected for
genomic DNA extraction and analyzed for the hOGG1 polymorphism by using real-time
polymerase chain reaction (RT-PCR) method. It was found that individual frequencies of CC,
GG and CG genotypes were 39, 51 and 92 for the control groups and 46, 66 and 70 for the cancer
patients, respectively. The genotype distribution of hOGG1 polymorphism in both control and
cervical cancer groups did not show a significant difference in the risk of cervical cancer
(compared frequencies of CC with GG and CG genotypes; crude OR=1.10, 95%CI=0.60-2.00 and
crude OR=0.65, 95%CI=0.37-1.13; adjusted OR=1.05, 95%CI=0.59-1.87 and adjusted OR=0.65,
95%CI=0.38-1.12, respectively). Based on these findings, the results of this study suggest that
hOGG1 polymorppolymorphism is not associated with cervical cancer risk among Thai women
in the northeast region. (Thai Cancer J 2012;32:123-129.)

Keywords: hOGG1, gene polymorphism, cervical cancer, genetic risk factor, northeast Thais
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