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ORIGINAL ARTICLE

Clinical Features of Non-alcoholic Fatty Liver Disease in Cryptogenic Hepatocellular
Carcinoma

Min Young Rim, Oh Sang Kwon, Minsu Ha, Ju Seung Kim, Kwang Il Ko, Dong Kyu Kim, Pil Kyu Jang, Jung Yoon Han, Pyung Hwa
Park, Young Kul Jung, Duck Joo Choi, Yun Soo Kim and Ju Hyun Kim

Department of Internal Medicine, Gachon University Gil Medical Center, Incheon, Korea

Background/Aims: Nonalcoholic fatty liver disease (NAFLD) may be one of the important causes of cryptogenic hepatocellular
carcinoma (HCC). The aim of this study was to evaluate whether patients with cryptogenic HCC share clinical features similar
to that of NAFLD.

Methods: Cryptogenic HCC was defined as HCC that occurs in patients with the following conditions: HBsAg(—), anti-HCV(—),
and alcohol ingestion of less than 20 g/day. All patients diagnosed with cryptogenic HCC from 2005 to 2012 (cryptogenic
HCC group), and all patients diagnosed with HBV associated HCC between 2008 and 2012 (HBV-HCC group) were enrolled
in the present study. Clinical features, BMI, lipid profiles, presence of diabetes mellitus, hypertension, and metabolic syndrome
were compared between the two groups.

Results: Cryptogenic HCC group was composed of 35 patients (19 males and 16 females) with a mean age of 70+11 years.
HBV-HCC group was composed of 406 patients (318 males and 88 females) with a mean age of 56+7 years. Patients in
the cryptogenic HCC group were older (p=0.001) and female dominant (p=0.042) than those in the HBV-HCC group. There
were no differences in the laboratory test results including lipid profiles and Child-Turcotte-Pugh class between the two groups.
Patients in the cryptogenic HCC group had higher prevalence of diabetes (37% vs. 17%, p=0.015), hypertension (49% vs.
27%, p=0.051), metabolic syndrome (37% vs. 16%, p=0.001), and higher BMI (25.3 kg/m2 vs. 24.1 kg/mZ, p=0.042) than
those in the HBV- HCC group. The tumor stage was more advanced (stage lll and IV) at diagnosis in the cryptogenic HCC
group than in the HBV-HCC group (60% vs. 37%, p=0.007).

Conclusions: Cryptogenic HCC has clinical features similar to that of NAFLD and is diagnosed at a more advanced tumor
stage. (Korean J Gastroenterol 2014;63:292-298)
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Table 1. Baseline Characteristics between Cryptogenic and HBV-
associated HCC

Cryptogenic HBV-associated

HCC (n=35) HCC (n=406) Palue
Age (yr)? 70411 5649 0.001
Sex, male® 19 (54) 318 (78) 0.042
AST (IU/mL)? 104+114 85+128 0.435
ALT (IU/mL)? 774128 63188 0.546
Total bilirubin (mg/dL?®  1.9+3.6 1.612.5 0.615
Albumin (g/dL)? 3.5+0.7 3.5+0.7 0.722
INR® 1.19+0.21 1.21+0.27 0.700
Platelet (x10°/mm®?® 18894 153186 0.032
Liver cirrhosis® 23 (66) 318 (78) 0.087
CTP class, A/B/C’ 15/7/1 210/96/12 0.989

Values are presented as meanSD, n (%), or n only.
HCC, hepatocellular carcinoma; CTP class, Child-Turcotte-Pugh class.
“Student’s t-test, ®Pearson’s chi-square test.

2. Q1 O ZEMIEfED HBVO 23t ZIMZRE 7Ho|
E3N Y QIXt H
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& TS BRI A =2 AT B
ArH49% vs. 27%, p=0.051). thA} ZFL(37% vs. 16%,
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Table 2. Comparison of Risk Factors of NAFLD between Cryp-
togenic and HBV-associated HCC

Cryptogenic HBV-associated

HCC (n=35) HCC (n=406) Pvalue
BMI (kg/m?)? 25.3+3.2 24.1+3.3 0.042
DM 13 (37) 77 (19) 0.015
HTN® 17 (49) 112 (27) 0.051
Total cholesterol (mg/dL)? 137+44 149442 0.134
HDL cholesterol (mg/dL)®  38+15 40+15 0.336
Triglyceride (mg/dL)® 93+50 94+56 0.914
LDL cholesterol (mg/dL)? 81+34 90+36 0.191
Metabolic syndromeb 13 (37) 66 (16) 0.001

Values are presented as meanzSD or n (%).

HCC, hepatocellular carcinoma; DM, diabetes mellitus; HTN, hyper-
tension.

“Student’s t-test, ®Pearson’s chi-square test.

The Korean Journal of Gastroenterology



Table 3. Comparisons of Tumor Characteristics between Crypto-
genic and HBV-associated HCC

Cryptogenic HCC HBV-associated HCC

(n=35) (n=406) p-value

AFP (ng/mL)y®  14,639+49,073  6,063+25,687  0.336

TNM stage® 0.065
1 11 (31) 192 (47)
2 3 (9) 64 (16)
3 12 (34) 101 (25)
4 9 (26) 49 (12)

1 and 2° 14 (40) 256 (63) 0.007
3 and 4° 21 (60) 150 (37)

Values are presented as meanzSD or n (%).

HCC, hepatocellular carcinoma.

Student’s t-test, ®Pearson’s chi-square test.

‘TNM staging system of HCC was followed the American Joint
Committee on Cancer TNM classification.
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30%7F Wy A Ete R AP 4= qlokar LA 9l HBV JAI7e el vl ZHA 2 99l 5 3t Az
ok Sk g Eeko o] Aol A, T EE AN oot Hek wehd €el mabe] 7Y e AT e
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ol Al WA THAIEQE 3Rt 8W F 67 9] HAbEo] %1 A woli= 7+ W HBV DNAS Z73floF 3hx|ah™ A7}
glo] ZhA|Eete] WAt kTl WH skt v &W 2 golotz] gkl oWl A7}t F3H 93%10171 o HBV & %
A WA= Bl oLt o] AL AL Yol ulAl 7R ESF 49 2] EAAHsurrogate marker)Z 8% anti-HBcE 3=
G 66% o] JAA HAME HHT UM 4%t o ARITHOlE = AAER] ). 99l vl A EY 2R}
A 7ol Qlolch B2 o] JAH 7hWol gl 34%2]  35% % 267N anti-HBc HAF AR7F UL o] F 16%<]
TP EQE $A7 B NAFLDZE Rlojebal 9shrli= o] ka7t A (62%)0l et o] Y e Hl%'fz Aol AA
HAGE 748 glo] b Egto] WIS 4= Q= THe AT o Aol e B 1E anti-HBe FAET A trEX] Gk
ol fFoof gt} o} 41 wleba] HBV 2 7Foo] 7HA|ESL WhAje] Wk o
Hghe A QS EHSH ol B A 919 A W opA] oSS Wt a8y o] Auke A&t Hiet
o|t}. Oh 52 A HFAS7} 30 kg/m” TAFEC] A AW L A} Qlol, I olet IS RIS At Wasict
FA 5 R vl o WAIEO] 26% ISR SFoAct Q1w TPAIESE TRl A At Al FF r|7b
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& R Fola BEABAEY, o] BAAE giitie] A9l o[l o] ARHL AA, HIF At AH €3] wAF
ulAd 7R 327 NAFLDS] 99Q1AE 283 Ql9ich Of ZhA| RS Kol BAstgl o ofHe] ARt S8 WA
NAFLD:= A S99 7F xdFolet AefA 9lom o oS Holok I8y o A 7|E ATl v ¥4I
b 359 A7|Eo] NAFLDY) H AAE Wol Wxdt  ZHETE AN AFERE AP B FEE Lol Bl
I glek ol Ao A diAb S Aol Fo shkel Atk A, oSt FAECA AES W] Y aaE
oe BdlE 2ok Felgnd, IHAE Bekn 9ol AWEL Uol WAE o] Sl ARl At 1
nA; 7R S SR A thA} 2310] 9WFo| o AL Q3lch 2y A A Ho] 93 A de YR
nRo] B o 37 EHE SANS B A S50 /8 ol Aol "adsty 1 Ao dwletol ithy] T
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