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Abbreviations
TE – Transient Elastography

NAFLD – Non-alcoholic fatty liver disease

NASH – Non-alcoholic steatohepatitis 

ANA- Anti-nuclear antibody

AMA- Anti-mitochondrial antibody

Abstract
Background: Transient Elastography (TE) is a non-invasive method 

providing reliable measurements help staging liver fibrosis which is 
crucial for both prognosis and management. In this study, we assess the 
utility of TE in predicting clinical outcomes. 

Methods: Retrospective cohort 272 patients underwent serial 
TE measurements in a single liver center. TE scores at baseline and 
longitudinal change over time were correlated with the primary outcome 
of clinical decompensation (ascites, encephalopathy, variceal bleed, 
increase in CPC > 2, HCC, liver transplant, and death). 

Results: 162 patients (62%) had an initial TE score of <12.5 kPa 
(non-cirrhotic) and 100 patients (38%) had a TE score of >12.5 kPa 
consistent with cirrhosis. In the cirrhosis group, mean TE score 26.4 kPa 
compared to 7.0 kPa non-cirrhosis (p < 0.0001). In the cirrhotic group, 
85% had esophageal varices on upper endoscopy that had baseline TE 
score of ≥ 21.0 kPa in compare to 13% with baseline TE scores 12.5-
20.0kPa (p < 0.05). During a median follow-up period of 4.5 years, 14% 
of patients achieved a primary outcome of clinical decompensation [30% 
cirrhosis versus 4% non-cirrhosis (p < 0.01)]. Logistic regression analysis 
demonstrates that TE score of ≥35 kPa was the strongest predictor for 
primary endpoint OR 6.5 (95% CI 8.2 – 4.8, p < 0.01). An Annual increase 
in TE score of ≥8 kPa to the cirrhotic range ≥12.5 kPa was associated 
with a significant OR 2.8 (95% CI 2.1-3.9, p < 0.01) for developing clinical 
decompensation. 

Conclusion: Baseline TE scores ≥35kPa & annual increment TE score 
≥8 kPa were associated with a significant risk of clinical decomposition.

Key words: Transient elastography; liver fibrosis; Fibroscan; clinical 
decompensation;

ASMA- Anti-smooth muscle antibody

AFP- Alpha-fetoprotein 

ALT- Alanine transaminase

AST- Aspartate transaminase

GGT- Gamma-glutamyl transferase

ALP-Alkaline phosphatase 

MRE -Magnetic resonance elastography 

PHG- Portal Hypertensive Gastropathy

HCC-Hepatocellular cancer 

MELD- Model for End-Stage Liver Disease

CPC-Child Pugh Class

SD- Standard deviation 

APRI – AST/platelets ratio

AUC/AUROC – Area under curve / Area under the receiver 
operator curve

ELF- Enhanced liver fibrosis 

Introduction
The prevalence of liver disease has been increasing not only in 

the United States but also throughout the developed & developing 
world [1,2]. This is being driven by epidemics in viral hepatitis 
(B & C), Non-Alcoholic Steatohepatitis (NASH) and alcoholic 
liver disease. These liver diseases result in liver fibrosis that can 
progress to advanced fibrosis, cirrhosis, portal hypertension and 
liver failure [3]. Decompensation in liver diseases can lead to liver 
failure, cancer, and death.

The gold standard for identifying hepatic inflammation and 
fibrosis is a liver biopsy.  However, procuring a liver biopsy has 
major disadvantages including 1) Invasive technique with the risk 
of bleeding and penetration especially in patients with cirrhosis.  
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2) Sampling error and inadequate sample size.  3) Inter-observer 
variations in interpretation [4]. These disadvantages have led to 
the development of non-invasive markers of liver fibrosis in the 
last decade. These include serum markers such as the APRI Score 
(AST/Platelets ratio), the Enhanced Liver Fibrosis test (ELF), 
vibration control imaging with Transient Elastography (TE) and 
Magnetic Resonance Elastography (MRE) [5,6,10,11,12]. These 
non-invasive tools can effectively identify liver fibrosis in the 
cross-sectional single read setting. Additionally, models such as 
the MELD score and Child-Pugh Class can prognosticate three-
month mortality and surgical mortality respectively in these 
patients that demonstrate advanced fibrosis. Despite all this, we 
still do not have validated tools for predicting which patients will 
decompensate from their liver disease and experience significant 
morbidity based on non-invasive measurements of their fibrosis.

In this study, we use baseline and serial TE measurements 
in a heterogeneous group of patients at a single tertiary medical 
center to determine which patients are more likely to achieve 
the primary outcome of clinical decompensation (composite 
end-point including ascites, hepatic encephalopathy, variceal 
bleeding, an increase in Child-Pugh score >2 points, hepatocellular 
carcinoma, liver transplant, or death).

Methods
Clinical Assessment 

Cirrhosis

Full clinical physical examination was conducted paying 
particular attention to the stigmata of chronic liver disease. The 
clinical diagnosis of cirrhosis was defined by the presence of any 
signs and symptoms of underlying liver disease including spider 
angiomas, palmar erythema, scleral icterus, jaundice, ascites, 
lower extremities edema and splenomegaly [7].

Clinical hepatic decompensation 

These include hepatic encephalopathy, variceal hemorrhage, 
ascites, acute on chronic liver failure, hepatocellular cancer, liver 
transplantation and death [7].

Serological analysis 

Laboratory investigation included routine blood tests, liver 
chemistry (ALT, AST, total bilirubin, ALP, GGT), AFP, coagulation 
panel, and full viral hepatitis panel. Furthermore, we also tested 
for markers autoimmune liver disease with ANA, AMA, ASMA, 
and Immunoglobulins levels.

Endoscopy 

All patients underwent an endoscopic evaluation using adult 
size scope looking for signs of portal hypertension including 
evidence of varices (esophageal or gastric) as well as portal 
hypertensive gastropathy. The grading of esophageal varices from 
I-IV was done in accordance with the Paquet grading system [9]. 

Radiology Tests  

All patients had a liver ultrasound within 6 months of 
transient elastography. Some patient had cross-sectional imaging 
with triple phase CT scan or MRI of the liver depending on the 
clinical indication. All studies were reviewed by an experienced 
radiologist.

Histopathology  

Liver biopsies were carefully examined by two expert 
pathologists blinded for the TE results of patients. The histological 
diagnosis was established using Hematoxylin and Eosin (H & E) 
staining in addition to Masson’s trichrome slides of formalin fixed 
paraffin-embedded liver tissue. The liver fibrosis was staged 
from 0 (no fibrosis), 1 (minimal fibrosis), 2 (moderate fibrosis), 3 
(moderate to severe fibrosis), and 4 (advanced fibrosis/cirrhosis) 
[8].

Transient Elastography (TE) or Fibroscan® 

All patients were fasting at least for four hours prior to 
obtaining the study. A standard protocol was used to conduct 
this procedure. The patient was placed in the supine position 
with the right arm elevated. The liver was percussed to find 
an optimal intercostal position for the probe. Using a standard 
probe, a 50 Hz ultrasound wave was introduced into the liver 
to gather measurements of shear wave velocity. A 2D-image 
and elastrogram were evaluated for adequate transmission and 
positioning. Thirteen measurements were obtained from each 
patient according to the manufacturers’ instructions (Fibroscan®, 
Echosens, France) yielding an overall median value with IQR 
<30% [21]. All patients underwent serial TE measurements with 
an interval of 6 to 12 months in accordance with their follow up 
schedules and clinical necessity deemed appropriate by their 
primary hepatologist [18,20,21].

Statistical Analysis

The clinical, radiological, endoscopic, and histopathological 
data were reported independently in a blinded fashion to 
eliminate bias.  The results are displayed as the mean  standard 
deviation of the sample or 95% confidence interval. The cohorts 
were compared using the ANOVA test with differences reported 
if p<0.05. The diagnostic performance of each clinical test 
was determined using the area under the ROC curve (AUC). 
Established cut offs for each test were identified. [22] And 
confirmation attained through the extrapolation of ROC curves. 
These cut offs were used for the calculation of the sensitivity and 
specificity of each test. Unitarians and logistic regression analysis 
was performed in all patients to determine variables associated 
with liver biopsy staging and transient elastography. Logistic 
regression analysis was performed to identify factors associated 
with clinical decompensation. We looked at age, gender, ethnic 
origin, etiology, ALT, platelet count, albumin, Na-MELD score, and 
Child’s Pugh Class 
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Patient Selection 

A heterogeneous group of patients presenting to the Liver 
Center at Beth Israel Deaconess Medical Center (Boston, 
Massachusetts) were recruited into the study over a four and a 
half years period. The patient characteristics included a variety of 
liver diseases including chronic viral hepatitis, fatty liver disease 
and autoimmune liver disease (Table 1). This group also varied 
in the stage of liver disease including early fibrosis and scarring 
to cirrhosis. Comprehensive intake for each patient was done 
including clinical findings, serologies, transient elastography, 
and a histological assessment with liver biopsy. The study was 
approved by the committee on the clinical investigation at the 
Beth Israel Deaconess Medical Center with all patients giving 
informed consent prior to participation. A total of 358 patients 
were assessed for the study, of which 91 were excluded as their 
TE could not be obtained due to one of the following reasons: 1) 
Obesity resulting in excess abdominal wall fat (n= 62). 2) Narrow 
intercostal space (n=21). 3) Patient with massive ascites at the 
time of TE study (n=8).  4) Patients with incomplete transient 
elastography measurements (n=5). A total of 262 patients were 
finally included for assessment. Patients with a clinical diagnosis 

of cirrhosis in whom liver biopsy confirming histological evidence 
of bridging fibrosis on Trichrome stain, radiological evidence of 
nodular liver on imaging with splenomegaly, and/or evidence of 
portal hypertension on endoscopic evaluation. 

Results
272 patients enrolled in the initial analysis. Patient 

characteristics and demographic listed in (table 1). A total of 
162 patients (62%) had an initial TE score of <12.5 kPa (non-
cirrhotic) and 100 patients (38%) had a TE score of >12.5 kPa, 
consistent with cirrhosis irrespective of underlying disease. 
Mean TE score was 26.4 kPa (+/- 12.5 kPa SD) in the cirrhotic 
group compared to 7.0 kPa (+/- 2.5 kPa SD) in the non-cirrhotic 
group (p<0.0001). In the cirrhotic group, 36 patients (36%) had 
a baseline TE score between 12.5 – 20.0 kPa while 64 patients 
(64%) had a baseline TE score of ≥21.0 kPa. Of those 64 patients, 
55 (85%) had esophageal varices on upper endoscopy compared 
to 5 out of 36 patients that had baseline TE scores of 12.5 to 
20.0 kPa (p<0.05). The varices noted in the group of 5 patients 
mentioned above were no larger than grade I whereas the group 
of 55 patients with TE scores more than 21.0 kPa had varices 
graded I to IV figure 1.

Figure 1: Predictive ability of Transient Elastography (TE) to identify esophageal varices.
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During a median follow up period of 4.5 years from the 
initial TE examination, 37 patients (14%) of total patients in 
the study achieved a primary composite endpoint of clinical 
decompensation. This included 30 patients in the cirrhotic group 
(30%) and 7 patients in the originally non-cirrhotic group (4%) 
that developed cirrhosis during the median follow up period as 
determined by serial TE measurements and clinical examination 
(p<0.01) figure 1.

In a sub-group analysis, 24 patients (24%) of the cirrhotic 
patients with an initial mean TE score of ≥21.0 kPa achieved 
primary composite endpoint whereas only 6 patients (6%) 

with an initial TE score of 12.5 to 20.0 kPa experienced such an 
event (P<0.05).  Logistic regression analysis was performed and 
demonstrates, TE score of >35 kPa was the strongest predictor of 
clinical decompensation based on initial TE score with an odds 
ratio (OR) of 6.5 (95% CI 8.2 – 4.8, p<0.01). We also looked at age, 
gender, ethnic background, etiology of liver disease, ALT, platelet 
count, albumin level, Na-MELD score, and Childs Pugh Class. The 
other factors that predicted clinical decompensation included 
Na-MELD ≥ 18 (OR) of 5.8 (95% CI 7.3 – 4.2, p<0.01), Childs Pugh 
Class C (OR) of 3.8 (95% CI 5.5 – 2.1, p<0.01). We also examined 
the relationship between the change in serial TE scores and 

Figure 2A: The Initial Transient Elastography (TE) measurements in predicting clinical hepatic decompensation (ascites, hepatic encephalopathy, 
variceal bleeding, an increase in Child-Pugh score >2 points, hepatocellular carcinoma, liver transplant, or death)

Figure 2B: Correlation between serial Transient Elastography (TE) measurements over time and clinical hepatic decompensation
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Table1: patients demographic in cirrhosis and non-cirrhosis group

Cirrhosis Non cirrhosis

Gender  ( Male: Female) (n=100) 65:35 (n=162) 111:51

Age  (years ) 53 ± 9.0 47.9 ± 10.5

Race  (% White, Black/African America, Asian, 
mixed, and other)

84.4%, 3.9%, 9.1%, 0, 2.6% 87%, 4.2%,4.7%,1%, 3.2%

Ethnicity (Non-Hispanic vs Hispanic) 94% - 4% 98%-2%

BMI 31.7 ± 4.5 36.55 ± 4.3

Etiology of liver disease 
(%HCV,NASH,ALD,HBV,HCV/HIV,AIH,AIH-PBC)

72.2%,9.1%,10.4%,6.5%,1.3%,0,0 74.5%,7.3%,5.7%,5.7%,4.7%,1.6%,0.5%

clinical outcomes within the logistic regression analysis. A total of 
143 patients had an increase in serial TE score an annual follow 
up. An Annual increase in TE score of ≥8 kPa in the cirrhotic range 
(≥12.5 kPa) was associated with a significant odds ratio (OR) 2.8 
(95% CI 2.1-3.9, p<0.01) for developing clinical decompensation 
and primary outcome (figure 2a, 2b).

Discussion
Clinical advances in medicine allowing early diagnosis of 

chronic liver disease by bringing an alternative to invasive 
procedures such as tissue liver biopsy with Fibroscan® or 
Transient elastography (TE) [14,18]. TE is a non-invasive, safe, 
and relatively cost-effective method providing immediate results 
not only by diagnosing cirrhosis but also by staging hepatic 
fibrosis and identifying different liver diseases pathologies. Many 
studies suggest low TE score of less than 10 kilopascals (KpA) rule 
out chronic liver disease patients [14,15]. While high TE scores 
of more than 12.5 kpa predicts advanced fibrosis. High TE score 
also predicts clinical decompensation and portal hypertension 
[19,30,28] Clinical signs of decompensation start appearing after 
an increase in portal venous pressure more than >15 mmHg after 
an increase in Hepatic Venous Gradient Pressure (HVGP) higher 
than 10-12 mmHg. Several studies suggest TE cut offs of 12.5 kPa 
as having a PPV of 77% and an NPV of 98% for excluding patients 
without advanced liver disease [22,23,26]. A large meta-analysis 
evaluating TE in chronic liver disease patients determined an 
optimal cut off for METAVIR stages F3-F4 and F4 as being 8.8 kPa 
and 11.7 kPa, respectively [24]. TE is a valuable tool in measuring 
portal venous pressure in comparison to other invasive 
procedure. These include the liver biopsy quantifying collagen 
deposition with bridging fibrosis on trichrome staining, invasive 
Hepatic Venous Measurements (HVPM), and upper endoscopy 
looking for signs of portal hypertension [35]. These facts are 
very reassuring for many patients with chronic liver disease to 
avoid unnecessary interventions. Hence, the current Baveno 
6 consensus guidelines advising an annual TE measurement in 
combination with platelets count in patients with TE score < 
20 kPa to safely avoid endoscopic evaluation [31]. Our cohort 
provides similar results, however, on a large-scale retrospective 
data over a long period of four and a half years. TE score of 12.5 
kPa or higher associated with signs of portal hypertension. 

Furthermore, our data showing cirrhosis patients with higher TE 
score of 20 kPa or higher exhibiting signs of progressive portal 
hypertension with stage II-IV of esophageal varices and severe 
Portal Hypertensive Gastropathy (PHG).  

The utility of serial TE measurements has proven beneficial 
in prognosticating chronic liver disease patients and anticipate 
hepatic decompensation in compare to other non-invasive 
methods such as FIB-4 [16,17,25,27,28].  A large scale of data 
suggesting that TE predicts hepatic decompensation from a meta-
analysis for a total of six studies pointing that TE with a score of 
more than 9-12.5 kpa increase the risk of hepatic decompensation 
with a RELATIVE RISK (RR) of 1.07 and a confidence interval (CI) 
95%, risk for Hepatocellular Cancer (HCC) with a RR of 1.11 and 
a CI 95%; and risk of death from hepatic decompensation with a 
RR of 1.22 and a CI 95% [29]. Many other studies pointing toward 
the important role of TE in predicting clinical decompensation 
in cirrhosis [32,33,34,35]. 14% of our cohort developed clinical 
decompensation, mainly in cirrhosis (30%) with high TE score 
of higher than 12.5 Kpa. Historically, our cohort showed similar 
results with thirty patients with cirrhosis, TE score of >12.5 kpa 
TE score developing signs of clinical decompensation. Solely, 
cirrhosis patients with TE score of 35 kpa or higher considered 
a strong predictive indicator of clinical decompensation which 
included ascites, hepatic encephalopathy, variceal bleeding, 
an increase in Child’s Pugh score >2 points, hepatocellular 
carcinoma, or death. 

Strengths in this study that we were able to follow up patients 
over a long period of time which allows us to observe variable 
TE scores in patients experiencing hepatic decompensation. We 
are able to show through logistic regression analysis that an 
increase in TE score by 8 kPa over a 1 year period during the 
study had significantly higher odds of achieving a composite 
endpoint of clinical decompensation including ascites, hepatic 
encephalopathy, variceal bleeding, hepatocellular carcinoma, 
liver transplant, or death. These findings are novel and it has been 
supported by prior work using the Enhanced Liver Fibrosis (ELF) 
panel [36].

In conclusion, clinicians should screen cirrhosis patients 
with a high TE score of 12.5 kpa as this concludes cirrhosis 
with evidence of potential evidence of portal hypertension. 
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Careful attention for signs of clinical hepatic decompensations in 
cirrhosis patients with initial TE score of 35 kpa or higher AND 
those with 8 points increase in TE score over a 1 year period from 
the initial TE study.

Limitations in this study were the nature of study 
retrospective data analysis and limitations related to TE use 
in certain populations of chronic liver disease such as patients 
with decompensated cirrhosis with large volume ascites or prior 
major hepatic surgery causing scarring. 

References
1. El Serag HB. Hepatocellular carcinoma. N Engl J Med. 

2011;365(12):1118–1127. doi: 10.1056/NEJMra1001683
2. Massarweh NN, El Serag HB. Epidemiology of Hepatocellular 

Carcinoma and Intrahepatic Cholangiocarcinoma. Cancer Control. 
2017;24(3). 1073274817729245.

3. Phillip S, Ge MD, Bruce A, Runyon MD. Treatment of Patients 
with Cirrhosis. N Engl J Med. 2016;375:767-777. doi:10.1056/
NEJMra1504367

4. Perrault J, Mcgill DB, Ott BJ, Taylor WF. Liver biopsy: complications 
in 1000 in-patients and outpatients. Gastroenterology. 1978;74:103–
106.

5. Shi KQ, Fan YC, Pan ZZ, Lin XF, Liu WY, Chen YP, et al. Transient 
elastography: a meta-analysis of diagnostic accuracy in evaluation of 
portal hypertension in chronic liver disease. Liver Int. 2013;33(1):62–
71. doi: 10.1111/liv.12003

6. Foucher J, Chanteloup E, Vergniol J, Castera L, Le BB, Adhoute X, et 
al. Diagnosis of cirrhosis by transient elastography (FibroScan): 
a prospective study. Gut. 2006;55:403-408. doi: 10.1136/
gut.2005.069153

7. Detlef Schuppan, Nezam H. Afdhal. Liver Cirrhosis. Lancet. 
2008;371(9615):838–851. doi: 10.1016/S0140-6736(08)60383-9 

8. Bravo AA, Sheth SG, Chopra S. Liver biopsy. N Engl J Med. 2001;344:495-
500. doi: 10.1056/NEJM200102153440706

9. Jensen DM. Endoscopic screening for varices in cirrhosis: findings, 
implications, and outcomes. Gastroenterology. 2002;122:1620-1630.

10. Sheth SG, Flamm SL, Gordon FD, Chopra S. AST/ALT ratio predicts 
cirrhosis in patients with chronic hepatitis C virus infection. 
Am J Gastroenterol. 1998;93:44–48. doi: 10.1111/j.1572-
0241.1998.044_c.x

11. Wai CT, Greenson JK, Fontana RJ, Kalbfleisch JD, Marrero JA, 
Conjeevaram HS, et al. A simple noninvasive index can predict both 
significant fibrosis and cirrhosis in patients with chronic hepatitis C. 
Hepatology. 2003;38:518–526. doi: 10.1053/jhep.2003.50346

12. Kim BK, Kim SA, Park YN, Cheong JY, Kim HS, Park JY, et al. Noninvasive 
models to predict liver cirrhosis in patients with chronic hepatitis B. 
Liver Int. 2007;27:969–976. doi: 10.1111/j.1478-3231.2007.01519.x

13. Sterling RK, Lissen E, Clumeck N, Sola R, Correa MC, Montaner J, et 
al. Development of a simple noninvasive index to predict significant 
fibrosis in patients with HIV/HCV coinfection. Hepatology. 

2006;43:1317–1325. doi: 10.1002/hep.21178
14. Zaman A, Rosen HR, Ingram K, Corless CL, Oh E, Smith K. Assessment 

of FIBROSpect II to detect hepatic fibrosis in chronic hepatitis 
C patients. Am J Med. 2007;120:280.e9–280.14. doi: 10.1016/j.
amjmed.2006.06.044

15. Christensen C, Bruden D, Livingston S, Deubner H, Homan C, Smith 
K, et al. Diagnostic accuracy of a fibrosis serum panel (FIBROSpect 
II) compared with Knodell and Ishak liver biopsy scores in chronic 
hepatitis C patients. J Viral Hepat. 2006;13(10):652–658. doi: 
10.1111/j.1365-2893.2006.00743.x

16. Adams LA, Bulsara M, Rossi E, DeBoer B, Speers D, George J, et al. 
Hepascore: an accurate validated predictor of liver fibrosis in chronic 
hepatitis C infection. Clin Chem. 2005;51:1867–1873. doi: 10.1373/
clinchem.2005.048389 

17. Lok AS, Ghany MG, Goodman ZD, Wright EC, Everson GT, Sterling 
RK, et al. Predicting cirrhosis in patients with hepatitis C based on 
standard laboratory tests: results of the HALT-C cohort. Hepatology. 
2005;42:282–292. doi: 10.1002/hep.20772

18. Jung KS, Kim SU. Clinical applications of transient elastography. Clin 
Mol Hepatol. 2012;18:163–173. doi:10.3350/cmh.2012.18.2.163

19. Lerner RM, Parker KJ, Holen J, Gramiak R, Waag RC, Raymong 
Gramiak . Sono-Elasticity: Medical Elasticity Images Derived 
from Ultrasound Signals in Mechanically Vibrated Targets. Acoustical 
Imaging. 1988:317-327. doi: 10.1007/978-1-4613-0725-9_31

20. Zaleska-Dorobisz U, Kaczorowski K, Pawluś A, Puchalska A, Inglot 
M. Ultrasound Elastography – Review of Techniques and its Clinical 
Applications. Advances in Clinical and Experimental Medicine. 
2014;23(4):645-655. 

21. Sandrin L, Fourquet B, Hasquenoph JM, Yon S, Fournier C, Mal F, et al. 
Transient elastography: a new noninvasive method for assessment of 
hepatic fibrosis. Ultrasound Med Biol. 2003;29(12):1705-13. 

22. Cardoso AC, Carvalho-Filho RJ, Stern C, Dipumpo A, Giuily N, Ripault 
MP, et al. Direct comparison of diagnostic performance of transient 
elastography in patients with chronic hepatitis B and chronic hepatitis 
C. Liver Int. 2012;32:612–21. doi: 10.1111/j.1478-3231.2011.02660.x

23. Castéra L, Vergniol J, Foucher J, Le Bail B, Chanteloup E, Haaser M, et 
al. Prospective comparison of transient elastography, Fibrotest, APRI, 
and liver biopsy for the assessment of fibrosis in chronic hepatitis 
C. Gastroenterology. 2005;128(2):343-350.

24. Chon YE, Choi EH, Song KJ, Park JY, Kim DY, Han KH, et al. Performance 
of Transient Elastography for the Staging of Liver Fibrosis in Patients 
with Chronic Hepatitis B: A Meta-Analysis. PloS ONE. 2012;7(9). doi: 
10.1371/journal.pone.0044930 

25. Malik R, Lai M, Sadiq A, Farnan R, Mehta S, Nasser I, et al. Comparison 
of transient elastography, serum markers and clinical signs for 
the diagnosis of compensated cirrhosis. J Gastroenterol Hepatol. 
2010;25:1562–8. doi: 10.1111/j.1440-1746.2010.06371.x

26. Bureau C, Metivier S, Peron JM, Selves J, Robic MA, Gourraud 
PA, et al. Transient elastography accurately predicts presence of 

https://www.nejm.org/doi/full/10.1056/NEJMra1001683
https://www.nejm.org/doi/full/10.1056/NEJMra1001683
https://www.ncbi.nlm.nih.gov/pubmed/28975830
https://www.ncbi.nlm.nih.gov/pubmed/28975830
https://www.ncbi.nlm.nih.gov/pubmed/28975830
https://www.nejm.org/doi/full/10.1056/nejmra1504367
https://www.nejm.org/doi/full/10.1056/nejmra1504367
https://www.nejm.org/doi/full/10.1056/nejmra1504367
https://www.ncbi.nlm.nih.gov/pubmed/618417
https://www.ncbi.nlm.nih.gov/pubmed/618417
https://www.ncbi.nlm.nih.gov/pubmed/618417
https://www.ncbi.nlm.nih.gov/pubmed/22973991
https://www.ncbi.nlm.nih.gov/pubmed/22973991
https://www.ncbi.nlm.nih.gov/pubmed/22973991
https://www.ncbi.nlm.nih.gov/pubmed/22973991
https://www.ncbi.nlm.nih.gov/pubmed/16020491
https://www.ncbi.nlm.nih.gov/pubmed/16020491
https://www.ncbi.nlm.nih.gov/pubmed/16020491
https://www.ncbi.nlm.nih.gov/pubmed/16020491
https://www.ncbi.nlm.nih.gov/pubmed/18328931
https://www.ncbi.nlm.nih.gov/pubmed/18328931
https://www.ncbi.nlm.nih.gov/pubmed/11172192
https://www.ncbi.nlm.nih.gov/pubmed/11172192
https://www.ncbi.nlm.nih.gov/pubmed/12016427
https://www.ncbi.nlm.nih.gov/pubmed/12016427
https://www.ncbi.nlm.nih.gov/pubmed/9448172
https://www.ncbi.nlm.nih.gov/pubmed/9448172
https://www.ncbi.nlm.nih.gov/pubmed/9448172
https://www.ncbi.nlm.nih.gov/pubmed/9448172
https://www.ncbi.nlm.nih.gov/pubmed/12883497
https://www.ncbi.nlm.nih.gov/pubmed/12883497
https://www.ncbi.nlm.nih.gov/pubmed/12883497
https://www.ncbi.nlm.nih.gov/pubmed/12883497
https://www.ncbi.nlm.nih.gov/pubmed/17696936
https://www.ncbi.nlm.nih.gov/pubmed/17696936
https://www.ncbi.nlm.nih.gov/pubmed/17696936
https://www.ncbi.nlm.nih.gov/pubmed/16729309
https://www.ncbi.nlm.nih.gov/pubmed/16729309
https://www.ncbi.nlm.nih.gov/pubmed/16729309
https://www.ncbi.nlm.nih.gov/pubmed/16729309
https://www.ncbi.nlm.nih.gov/pubmed/17349453
https://www.ncbi.nlm.nih.gov/pubmed/17349453
https://www.ncbi.nlm.nih.gov/pubmed/17349453
https://www.ncbi.nlm.nih.gov/pubmed/17349453
https://www.ncbi.nlm.nih.gov/pubmed/16970596
https://www.ncbi.nlm.nih.gov/pubmed/16970596
https://www.ncbi.nlm.nih.gov/pubmed/16970596
https://www.ncbi.nlm.nih.gov/pubmed/16970596
https://www.ncbi.nlm.nih.gov/pubmed/16970596
https://www.ncbi.nlm.nih.gov/pubmed/16055434
https://www.ncbi.nlm.nih.gov/pubmed/16055434
https://www.ncbi.nlm.nih.gov/pubmed/16055434
https://www.ncbi.nlm.nih.gov/pubmed/16055434
https://www.ncbi.nlm.nih.gov/pubmed/15986415
https://www.ncbi.nlm.nih.gov/pubmed/15986415
https://www.ncbi.nlm.nih.gov/pubmed/15986415
https://www.ncbi.nlm.nih.gov/pubmed/15986415
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3415879/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3415879/
https://link.springer.com/chapter/10.1007/978-1-4613-0725-9_31
https://link.springer.com/chapter/10.1007/978-1-4613-0725-9_31
https://link.springer.com/chapter/10.1007/978-1-4613-0725-9_31
https://link.springer.com/chapter/10.1007/978-1-4613-0725-9_31
https://www.ncbi.nlm.nih.gov/pubmed/25166452
https://www.ncbi.nlm.nih.gov/pubmed/25166452
https://www.ncbi.nlm.nih.gov/pubmed/25166452
https://www.ncbi.nlm.nih.gov/pubmed/25166452
https://www.ncbi.nlm.nih.gov/pubmed/14698338
https://www.ncbi.nlm.nih.gov/pubmed/14698338
https://www.ncbi.nlm.nih.gov/pubmed/14698338
https://www.ncbi.nlm.nih.gov/pubmed/22103765
https://www.ncbi.nlm.nih.gov/pubmed/22103765
https://www.ncbi.nlm.nih.gov/pubmed/22103765
https://www.ncbi.nlm.nih.gov/pubmed/22103765
https://www.ncbi.nlm.nih.gov/pubmed/15685546
https://www.ncbi.nlm.nih.gov/pubmed/15685546
https://www.ncbi.nlm.nih.gov/pubmed/15685546
https://www.ncbi.nlm.nih.gov/pubmed/15685546
https://www.ncbi.nlm.nih.gov/pubmed/23049764
https://www.ncbi.nlm.nih.gov/pubmed/23049764
https://www.ncbi.nlm.nih.gov/pubmed/23049764
https://www.ncbi.nlm.nih.gov/pubmed/23049764
https://www.ncbi.nlm.nih.gov/pubmed/20796156
https://www.ncbi.nlm.nih.gov/pubmed/20796156
https://www.ncbi.nlm.nih.gov/pubmed/20796156
https://www.ncbi.nlm.nih.gov/pubmed/20796156
https://www.ncbi.nlm.nih.gov/pubmed/18397389
https://www.ncbi.nlm.nih.gov/pubmed/18397389


Page 7 of 7Citation: khazraji AAL, Suri J, Condella A, Sumeet T, et al. (2019) The Clinical Utility of Transient Elastography (TE) in Predicting 
Clinical Outcomes and Decompensation in Cirrhosis.  Gastroenterol Pancreatol Liver Disord 7(1): 1-7. 
DOI: 10.15226/2374-815X/7/1/001140

The Clinical Utility of Transient Elastography (TE) in Predicting Clinical 
Outcomes and Decompensation in Cirrhosis

Copyright: 
© 2019 khazraji AAL, et al.

significant portal hypertension in patients with chronic liver disease. 
Aliment Pharmacol Ther. 2008;27:1261–8. doi: 10.1111/j.1365-
2036.2008.03701.x

27. Kim SU, Kim BK, Park JY, Kim do Y, AHN SH, Song K, et al. Transient 
Elastography is Superior to FIB-4 in Assessing the Risk of 
Hepatocellular Carcinoma in Patients With Chronic Hepatitis 
B. Medicine. 2016;95(20). doi: 10.1097/MD.0000000000003434

28. Klibansky DA, Mehta SH, Curry M, Nasser I, Challies T, Afdhal NH. 
Transient elastography for predicting clinical outcomes in patients 
with chronic liver disease. J Viral Hepat. 2012;19:e184–93. doi: 
10.1111/j.1365-2893.2011.01493.x

29. Singh S, Fujii LL, Murad MH, Wang Z, Asrani SK, Ehman RL, et al. Liver 
stiffness is associated with risk of decompensation, liver cancer, and 
death in patients with chronic liver diseases: a systematic review 
and meta-analysis. Clin Gastroenterol Hepatol. 2013;11:1573. 
doi:10.1016/j.cgh.2013.07.034

30. Bolognesi M, Di Pascoli M, Sacerdoti D. Clinical role of non-
invasive assessment of portal hypertension. World J Gastroenterol. 
2017;23(1):1-10. doi: 10.3748/wjg.v23.i1.1

31. Roberto de Franchis, Baveno. Expanding consensus in portal 
hypertension Report of the Baveno VI Consensus Workshop: 
Stratifying risk and individualizing care for portal hypertension. 
2015;63(3):743-52. doi: 10.1016/j.jhep.2015.05.022 

32. Sharma P, Bansal R, Matin A, Tyagi P, Bansal N, Singla V, et al. Role of 
Transient Elastography (Fibroscan) in Differentiating Severe Acute 
Hepatitis and Acute on Chronic Liver Failure. J Clin Exp Hepatol. 
2015;5(4):303-9. doi: 10.1016/j.jceh.2015.09.004

33. Koch A, Horn A, Dückers H, Yagmur E, Sanson E, Bruensing J, et al. 
Increased liver stiffness denotes hepatic dysfunction and mortality 
risk in critically ill non-cirrhotic patients at a medical ICU. Crit Care. 
2011;15(6):266. doi: 10.1186/cc10543

34. Kudo M. Prediction of hepatocellular carcinoma incidence 
risk by ultrasound elastography. Liver Cancer. 2014;3(1):1-5. 
doi:10.1159/000343859

35. Merchante N, Rivero-Juárez A, Téllez F, Merino D, Jose Rios Villegas 
M, Marquez Solero, et al. Liver stiffness predicts clinical outcome in 
human immunodeficiency virus/hepatitis C virus-coinfected patients 
with compensated liver cirrhosis. Hepatology 2012;56:228. doi: 
10.1002/hep.25616

36. Parkes J, Roderick P, Harris S, Day C, Mutimer D, Collier J, et al. 
Enhanced liver fibrosis test can predict clinical outcomes in patients 
with chronic liver disease. Gut. 2010;59(9):1245-51. doi: 10.1136/
gut.2009.203166

https://www.ncbi.nlm.nih.gov/pubmed/18397389
https://www.ncbi.nlm.nih.gov/pubmed/18397389
https://www.ncbi.nlm.nih.gov/pubmed/18397389
https://www.ncbi.nlm.nih.gov/pubmed/27196449
https://www.ncbi.nlm.nih.gov/pubmed/27196449
https://www.ncbi.nlm.nih.gov/pubmed/27196449
https://www.ncbi.nlm.nih.gov/pubmed/27196449
https://www.ncbi.nlm.nih.gov/pubmed/22239518
https://www.ncbi.nlm.nih.gov/pubmed/22239518
https://www.ncbi.nlm.nih.gov/pubmed/22239518
https://www.ncbi.nlm.nih.gov/pubmed/22239518
https://www.ncbi.nlm.nih.gov/pubmed/23954643
https://www.ncbi.nlm.nih.gov/pubmed/23954643
https://www.ncbi.nlm.nih.gov/pubmed/23954643
https://www.ncbi.nlm.nih.gov/pubmed/23954643
https://www.ncbi.nlm.nih.gov/pubmed/23954643
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5221271/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5221271/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5221271/
https://www.ncbi.nlm.nih.gov/pubmed/26047908
https://www.ncbi.nlm.nih.gov/pubmed/26047908
https://www.ncbi.nlm.nih.gov/pubmed/26047908
https://www.ncbi.nlm.nih.gov/pubmed/26047908
https://www.ncbi.nlm.nih.gov/pubmed/26900271
https://www.ncbi.nlm.nih.gov/pubmed/26900271
https://www.ncbi.nlm.nih.gov/pubmed/26900271
https://www.ncbi.nlm.nih.gov/pubmed/26900271
https://www.ncbi.nlm.nih.gov/pubmed/22082207
https://www.ncbi.nlm.nih.gov/pubmed/22082207
https://www.ncbi.nlm.nih.gov/pubmed/22082207
https://www.ncbi.nlm.nih.gov/pubmed/22082207
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3995376/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3995376/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3995376/
https://www.ncbi.nlm.nih.gov/pubmed/22278746
https://www.ncbi.nlm.nih.gov/pubmed/22278746
https://www.ncbi.nlm.nih.gov/pubmed/22278746
https://www.ncbi.nlm.nih.gov/pubmed/22278746
https://www.ncbi.nlm.nih.gov/pubmed/22278746
https://www.ncbi.nlm.nih.gov/pubmed/20675693
https://www.ncbi.nlm.nih.gov/pubmed/20675693
https://www.ncbi.nlm.nih.gov/pubmed/20675693
https://www.ncbi.nlm.nih.gov/pubmed/20675693

