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Medical review of Insurance claims for GIST and MALToma
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ABSTRACT
Medical verification of cancer diagnosis in insurance claims is a very important procedure in insurance
administrations, Claims staffs are in need of medical experts’ opinions about claim administration, This procedure is
called medical claim review (MCR) and is composed of verification and advice, MCR verification evaluates the
insured’ s physical condition by medical records and compares it with product coverage, It is divided into
assessment of living assurance benefit, verification of cancer, and assessment of the cause of death, Actually cancer
verification of MCR is applicable to coding because the risk ratio in product development is usually coded data,
There are some confusing neoplastic diseases in assessing the verification of cancer, This article reviews
gastrointestinal stromal tumors (GIST) and mucosa-associated lymphoid tissue tumors (MALToma) of the stomach.
The second most common group of stromal or mesenchymal neoplasms affecting the gastrointestinal tract is GIST,
Nowadays there are many articles about the pathophysiology of GIST, However there are few confirmative theories
except molecular cell biology of KIT mutation and some tyrosine kinase, Therefore, coding the GIST, which has
previously been classified as an intermediate risk group according to NIH2001 criteria, for cancer verification of MCR
is suitable for D37.1; neoplasm of uncertain or unknown behavior of digestive organs and the stomach,
The gastrointestinal tract is the predominant site of extranodal non-Hodgkin’ s lymphomas, B-cell lymphomas of the
MALT type, now called extranodal marginal zone B-cell lymphoma of MALT type in the REAL/WHO classification,
are the most common primary gastric lymphomas worldwide, Its characteristics are as follows, First, it is different
from traditional stomach cancers such as gastric adenocarcinoma, Second, the primary therapy of MALToma is the
eradication of H, pylori by antibiotics and the remission rate is over 80%. Third, it has a different clinical course
compared to traditional malignant lymphoma, Someone insisted that cancer verification is not possible for the above
reasons, However, there have been findings on pathologic mechanism, and according to WHO classification,
MALToma is classified into malignant B-cell ymphoma and it must be verified as malignancy in MCR,
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e & UERA] g= 7| 2E vhe] o

CD1178L ckit B KIT Y%A A protooncogene)
ZHE BEARE AEY E]24] 7|UAl(Tyrosine Kinase;
TK) &A1 9] didoln, oF wAe] $a3h 7|02 ¢4 H
3L Qe ckite] B8k iRt AFFTHAL KITS] Ro]of
ofgitt,

3, HZells ckit 5491 7I2E7F HuElet], o2
c-kite} F-ARF TREE-4) 2] platelet-derived growth factor
receptor alpha(PDGFRA) ¢] &AJ3}7} gelxdct ® o] w
3, 712 el S4ol 4} +EolA U Aol

t} (Fig 1)

Fig 1. Tumor growth by TK(Modified from Longo DL, Fenton RG : cancer
cell biology and angiogenesis. In Kasper DL, Braunweld E, et al
eds, Harrisson's principles of internal medicine 16" ed. NewYork,
McGrow-Hill, 2005,)

cell membrane

1
e

phosphorylation of PI3K

1B activation

RTK: Receptor Tyrosine Kinase, kB; | kappa B, NF4B; nuclear factor
kappa B

P\AESIA SEER A Holz Q1 FF e T E
A A8 d TKFEA A A2 Imatinib mesylate
(STI571 Gleevec Glivec ) -0 2 Z2ko| oA =)= & 4to |t}

c-kit W Ao 77 M) E (interstitial cells of Cajal;
ICC)9] 3t oJgk Jgko &2 Azl glnt,

ICCe 13 =872 oA e, e Aea
A AL HET ] Fhel| A3, o5 HE2
Mo HARAGT ARBAES] 2AE Tl e Ao
gelEfo] 7|2E 7ol 3k sl o] szt H ol

(h msal

AR 7007 BEAEE, 2000 AT AEY, YriA
1006 e EFFoleka ko 243 et 657} 2%
Arke BI0E glot, 24 Brke 2719} fAR st

91 71220 7h E5 ) F9loleh, A 9] B 1
o7 3068 AT, 7 B 9 A B ele AR
Aoz FelA olh, thrie] 28 FlaEE Fal SR,
2717} & A9 6ol E8o] B S gk 1 ool
N8R, AFAE, T B FE 5 QA 28] Fo|
FUkE7)E e, @A) gels Aol U gD gl 2
Sell APHA Fo8 BPe SR FUA B F 2 B
¥ $5 Folehu 3.0

5, 724 A (Carney s triad)o] @ £ o

J|2~E, B 21744 % (paraganglioma) 2 3
(pulmonary chondroma)o] HRtEE =i ddloln}, o]
2E okl 9 7| 2Eo= v ke AHE Haket,
A0l Sk SUe A4S Halh Frl2e ALLe
7|2E 220 B =S HAbA] KITH PDGFRAS] H 9]
7F QL e X Felle 27} Ak Holth,

o
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2oy =
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A 227 W] ofa, 7| 2E e o514 2]

o fAREAE Boltt, Teht, 2k AT AR AR
& A9} B Ths o] ek £ W, 23 fAHd
=7} Bria A9 Sk A opsksA) ek 3l
& glche Aol Aol o] e BAE delsel
B7)4 2ARFolE Mo FHART AxaT. 22
o 7|22 QAT oo 2 FEA 41, ek e
o8 vIe] HHAA E3k olefet g2 meld Az of

7AZIt} (Table 1)

Table 1. Classification of GIST

SIZE (cm) Mitosis (/50HPF)
Very low risk (2 (5
Low risk 2~5b (5
Intermediate (s &0
5~10 (5
> 5 >5
High risk )10 -
- ) 10

(Modffied from NIH Consensus Conference Approach for Defining
Risk of Aggressive Behavior in Gastrointestinal Stromal Tumor, HPF;high
power field)
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3l 2| 2]o] A WA Lukes-Collins @ Kiel ¥-7¢} Working
Formulation®]] ]2t} Revised European-American
Classification of Lymphoid Neoplasm®REAL}S- W 2]st=] 2] 2]
o A E54e A gt BRAA oo, #xF A=
o ojr] 2 9&-S a3t

R 2= 199513 WHOOA AA|EH
84 EAg ulgo R At d $x A5 =9 W 7}
B3 BRAAR] AR °]7é L] —E @@01‘3} WHO—‘?*
AAE vhg o= A4 obd ¢ 1
o] 27l B S 09 944
b 2 A 5EkA] ofygh B9 d Fete] o] o
W, by & A2 ohd A% AEA AL, °
Y

Table 2, WHO classification of Non Hodgkin lymphoma

e io

oﬁ
ﬁ_,
—\9

survival Cel_\u_\ar Diagnosis
origin
B-cell CLL,/small lymphocytic lymphoma
B—cell prolymphocytic leukemia
Lymphoplasmacytic lymphoma
B—cell Hairy cell leukemia
neoplasm | Plasma cell myeloma/Pasmacytoma
Indolent Follicular lymphoma
lymphomas Marginal zone B—cell lymphoma(MZL)
Mantle cell lymphoma(MCL)
Tcel T—cell large granular lymphocyte leukemia
Mycosis fungoides
neoplasm - -
T—cell lymphocytic leukemia
NK=cel NK cell large granular lymphocyte leukemia
neoplasms
B—cell Diffuse large B—cell lymphoma
Aggressive T-cell Anaplastic large cell lymphoma
Peripheral T—cell lymphoma
Burkit{ s lymphoma
Highly B—cell Precursor B lymphoblastic
aggressive leukemia/lymphoma
T—cell Adult T—cell lymphoma/leukemia

Table 3. Who classification of Hodgkin Disease(HD)

Nodular lypmocyte predominant HD

Nodular sclerosis classical HD

Classical HD Mixed celluarity classical HD

Lymphocyte depleted classical HD

Lymphocyte—rich classical HD

L}, Marginal Zone Lymphoma(MZL)
B-HE 7194 B Fo| &3l MZLS AI7HA] ofgl o7 o}
Al Y07}, Splenic MZL, Extranodal MZ B-cell lymphoma

of MALT type(= MALT type lymphoma, MALT lymphoma,

MALToma), 123 Nodal B-cell MZL 5-©|t},

C}. Extranodal MZ B-cell lymphoma of MALT type
(ENMZL or MALToma)

Mzol gt = & ol & Y3 Splenic marginal zone
lymphoma(SMZL)AIA AFS-E =], F AE7T W]
(splenic white pulp)?] £]%F(mantle)?} HAFMZ)ol| &3}
o 15 29 wF G wgrolr)

MALTE 27ol|A= gholo] /4 (Payer s patch)e] FHj= &
ABlL sl e @A) eken], Wizl ol 79
o Slefel Y58 W] w0 2] WK 7P) )
74 WLl A7golth, MALToma®] FEj= /42491 MALT
2745} BUS Fefoln], YLATE 231, MZ Belle] AT
#9] mgolt.

ENMZLS] 93471 2Bzt A4 BlsA7] g2
5%E AFAIsHH, 7 FzFe] 50% Frrolth, 97 9] of A
Hol= & H&7)9 7]#R] 594, 7]# A= Bronchial
Associated Lymphoid Tissue lymphomag} &}¢] BALTomaz}
27 gt}

$1% MALTomas=
710l i},

MALToma?] o] %= c}: shof & sdte Bl
Hafl&0] 80%el 0|21, 100d AE&L 80% 75;
A Ao
BEe, el WA ¥ AFFE AUE

BB Z 2 7]l Anartbor 7] WA 11

MALTomaZs
% wholth, e, 9% gmge
}_2]6’]—7(4 e 7} z{%]—} AL gdeEZTE M olyz}
Diffuse large B-cell lymphoma7} FA]ol| ZA|s}H 1 o &
P P AR
B3 A Hyl= ok Foko] ZAe= Ao 2 wrddlo)
3 Aot whehr] B oJeta et w2 Diffuse large B-

cell lymphomadl 8= 542 FAI8ke] T ol "AeH
P 7} opd Allofr}, ghe] FrarEdl ol ofshi AL of
g Amgo 2 YAEk Jou, BEelsha ohw gtk ol

1S gfsiol & Aot
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(2) 23iolstA oty EHC
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