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Abstract: Objective To study the levels of B-cell lymphoma-X gene long fragment (BCL-xL.) and human
endogenous retrovirus-K gag (HERV-K gag) in peripheral blood mononuclear cells (PBMC) of patients with
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different risk of myelodysplastic syndrome (MDS) and their predictive value for the conversion of MDS to a-
cute myeloid leukemia (AML). Methods A total of 218 patients with MDS admitted to the Seventh People's
Hospital of Chengdu and West China Hospital of Sichuan University from January 2020 to January 2024 were
selected as the research subjects,who were divided into conversion group and non-conversion group according
to whether the conversion of the disease to AML occurred after 1-year follow-up. Baseline data of MDS pa-
tients were collected. Propensity Score Matching (PSM) was used to reduce inter-group bias. The levels of
BCL-xLL mRNA and HERV-K gag mRNA in PBMC of MDS patients with different risk (lower risk, higher
risk) , conversion group and non-conversion group were compared. Multivariate Logistic regression analysis
was used to analyze the influencing factors for the conversion of MDS patients to AML. According to the risk
(lower risk,higher risk) stratification, the sensitivity of the regression analysis results was tested. The receiv-
er operating characteristic (ROC) curve was drawn to analyze the value of BCL-x. mRNA,HERV-K gag mR-
NA in PBMC,alone or in combination,in predicting the conversion of MDS to AML. Results Among the 218
MDS patients,one was lost to follow-up, while the remaining 217 patients were successfully followed up.in-
cluding 61 cases progressed to AML (conversion group), with AML conversion rate of 28. 11% ,and the re-
maining 156 patients were included in the non-conversion group. According to the 1 : 1 PSM,61 patients in the
conversion group and 61 patients in the non-conversion group were screened out. There were no significant
difference in the baseline data between the two groups (P >0. 05). The level of BCL-x. mRNA in PBMC of
high-risk MDS patients was significantly lower than that of low-risk MDS patients,and the level of HERV-K
gag mRNA was significantly higher than that of low-risk MDS patients,the differences were statistically sig-
nificant (P <C0. 05). The level of BCL-xI. mRNA in PBMC of conversion group was significantly lower than
that of non-conversion group,and the level of HERV-K gag mRNA was significantly higher than that of non-
conversion group,the differences were statistically significant (P<C0. 05). Multivariate Logistic regression a-
nalysis showed that the increased BCL-xIL. mRNA level in PBMC was an independent protective factor for the
conversion of MDS patients to AML (P<C0. 05),and the increased HERV-K gag mRNA level in PBMC was
an independent risk factor for the conversion of MDS patients to AML (P <C0. 05). In low-risk and high-risk
patients,the increased BCL-xI. mRNA level in PBMC was still an independent protective factor for the conver-
sion of MDS patients to AML (P<C0. 05),and the increased HERV-K gag mRNA level in PBMC was still an
independent risk factor for the conversion of MDS patients to AML (P<C0. 05) ,suggesting that the results of
the study were relatively stable. The results of ROC analysis showed that the area under the curve (AUC) of
BCL-xI. mRNA,HERV-K gag mRNA in PBMC alone and combined in predicting the conversion of MDS pa-
tients to AML were 0. 754,0. 762 and 0. 874 ,respectively. The AUC of combined prediction was significantly
larger than that of BCL-xI. mRNA and HERV-K gag mRNA in PBMC alone (Z=2.257,P=0.024;Z =
2.246,P =0.025). Conclusion There are significant differences in the levels of BCL-xI. mRNA and HERV-K
gag mRNA in PBMC in MDS patients with different risk levels. The levels of BCL-xL. mRNA and HERV-K
gag mRNA in PBMC are related to the conversion of MDS to AML,and the combined detection of the two in-
dicators can improve the predictive value of the conversion of MDS to AML, meanwhile,both of them can pro-
vide important reference information for clinical follow-up management and treatment decisions.
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MEF-0/1 %% 52(85. 25) 138(88. 46) 52(85.25) 49(80. 33)
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NA.HERV-K gag mRNA /K 8  # 5 fE MDS
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2.3 PSM Jq % ¥ 4 Fn oK ¥ # 4H PBMC H BCL-xL
mRNA,HERV-K gag mRNA /K¥EH# PSM J5,
k42 B % PBMC o BCL-xL. mRNA 7K B &% T
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3BT 45 B B r PBMC ff BCL-x. mRNA, HERV-K
gag mRNA Bl A Flll MDS 9% 17 M AML % 4
B AUC 43528 0. 754.0.762.,0. 874, — 3 Wk 4 T8 il
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JERIN BCL-x. mRNA —0.609 0.172 12.552 0. 544 0.322 0.918 <<0. 001
HERV-K gag mRNA 0. 342 0.135 6.417 1. 408 1.259 1.574 <0. 001
A 1.817 0.091 80.513 — — — <0. 001
BAL G BCL-xL mRNA —0.599 0.185 10. 485 0. 549 0.316 0. 955 <<0. 001
HERV-K gag mRNA 0. 354 0.118 9. 020 1. 425 1.241 1.637 <<0. 001




BB EFE5IEK 2026 £ 1 A% 23%% 23 Lab Med Clin,January 2026, Vol. 23, No. 2 e 235

HER4 % EZE Logistic B4 MDS BE /& 1EE AML a0 &0 E =
4 OR 11 95%CI
g (S 8 SE WaldX* OR P
TR LR

lig /el 1. 040 0.172 36.553 — — — <<0. 001
Bl BCL-xL. mRNA —1.468 0.163 8. 250 0.626 0. 405 0.968 <<0. 001
HERV-K gag mRNA 0.429 0.104 16. 994 1.535 1.325 1.779 <0. 001
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