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• Long non-coding RNAs (lncRNAs) regulate colorectal 

cancer (CRC) initiation, progression, and therapeutic 

response through interactions with oncogenic and 

microenvironmental pathways. 

• SNHG11 has been implicated in CRC through 

epigenetic and c-Myc–driven transcriptional programs. 

• In CALGB/SWOG 80405, higher tumor SNHG11 

expression correlated with improved outcomes, 

particularly anti-EGFR therapy

• We comprehensively evaluated molecular correlates 

with SNHG11 and validated the prognostic and 

predictive value in an independent real-world CRC 

cohort from Caris Life Sciences (Phoenix, Arizona).

• 15,456 CRC tumors profiled by Caris Life Sciences 

(592-gene or whole exome DNA and whole 

transcriptome RNA sequencing). 

• Tumors were stratified by SNHG11 expression quartiles 

(Q1 [low] - Q4 [high]). CMS classification was assessed 

using RNAseq.

• Associations were assessed using X2/Fisher’s exact 

with p-values adjusted for multiple comparisons 

(q<0.05). 

• Overall survival (OS) from tissue collection to last 

contact and time-on-treatment (ToT) from treatment 

start to end were analyzed using Cox proportional 

hazards models generated hazard ratio (HR) and log-

rank p-values.

RESULTS

• Molecular Correlates: TP53 and APC mutations were enriched in Q4 vs Q1

(84% vs 69% and 85% vs 72%, p<0.001) whereas KRAS (49% vs 41%),

BRAF (13% vs 7%), ARID1A (12% vs 8%), RNF43 (6% vs 2%) and CTNNB1

(3% vs 2%) mutations were higher in Q1 vs Q4 (p<0.001).
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Figure 1 b: CMS distribution in Q1 vs Q4
• Tumor Sidedness:

SNHG11 Q1 tumors

were associated

with higher right-

sided prevalence

(28% vs 18%) and

lower left-sided

prevalence (50% vs

62%), both

p<0.001.

• CMS Association:

Consistent with our

primary analysis,

SNHG11 Q4 was

associated with

CMS2 (53% vs

19%) while Q1 with

CMS4 (49% vs

21%), both

p<0.001.

Figure 1 c: Molecular correlates

• After adjusting for MSI status, 

tumor sidedness, age, race, 

and anti- EGFR therapy, Q4 

remained a significant

independent predictor of 

improved OS compared to Q1 

(mOS 30.8 vs 27.8 m (HR 0.93; 

95% CI 0.89-0.97, p<0.001). 

• Q4 was significantly associated

with longer ToT in patients

receiving anti-EGFR therapy vs 

Q1 (7.4 vs 5.8 months, HR 

0.86; 95% CI 0.79–0.93, 

p<0.001) with no association

observed with bevacizumab 

ToT (Figure 1b–c).
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Figure 1 a: 
demographics SNHG11 Q1 (%) SNHG11 Q4 (%) p value

Sex
Male 4228 (55%) 4443 (57%)

p<0.001
Female 3499 (45%) 3286 (43%)

Age Median age 64 62 p<0.001

Primary tumor 
sidedness

Right 2122 (27%) 1400 (18%) p<0.001

Left 3882 (50%) 4793 (62%) p<0.001

Transverse 401 (5%) 324 (4%) p=0.005

Other, NOS 1322 (17%) 1212 (16%) p=0.015

Race

White 4389 (57%) 4268 (55%) 0.16

Black 915 (12%) 862 (11%) 0.13

Asian/PI 189 (2%) 216 (3%) 0.11

Other 2234 (29%) 2383 (31%) 0.018

Ethnicity
Hispanic 747 (10%) 753 (10%) 0.86

Non Hispanic 5334 (69%) 5277 (68%) 0.49
Other 1646 (21%) 1699 (22%) 0.38

Total N 7727 7729

Figure 2. OS in CRC patients according to SNHG11 expression in the Overall Population (a); ToT with anti-EGFR according to 

SNHG11 (b); ToT with bevacizumab according to SNHG11 (c).  

CONCLUSIONS
➢ In this large independent real-world cohort, we provided additional molecular insight into a key lncRNA SNHG11 in CRC. 

➢ Consistent with previous findings, we confirm that elevated SNHG11 expression was associated with CMS2, left-sided tumors, longer 

OS and longer TOT of anti-EGFR therapy, supporting SNHG11 as a promising prognostic biomarker and a candidate predictive 

biomarker for anti-EGFR benefit in CRC.
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