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	We thank the authors for their diligent revisions addressing the points raised in the initial review. The manuscript's clarity and consistency have been significantly improved. However, a final analysis reveals critical discrepancies that must be resolved before the manuscript can be recommended for publication.

1. Fundamental discrepancy in the histopathological analysis of the positive Control Group (Group B)
This remains the most critical issue. The rationale for investigating the hepatoprotective effects of the extracts hinges on the establishment of clear, parasite-induced liver damage in the positive control group (Group B), which consists of infected but untreated mice. There is a profound contradiction between the textual narrative and the visual evidence presented for this group:

Textual description: The abstract states that histological findings revealed "hepatic degeneration in Group B". Furthermore, the Discussion section reports that these untreated, infected livers displayed "inflammatory cell infiltration, hepatocyte degeneration, and sinusoidal congestion—hallmarks of malaria-induced hepatic injury".

Figure and legend: In direct opposition, the legend for Plate 2.0, which depicts the liver tissue from Group B, describes a "preserved histological architecture consistent with normal liver morphology" with "no evident signs of cellular injury". The micrograph itself appears to support this description of a relatively healthy tissue.

This contradiction is fundamental. It undermines the entire premise of the study’s hepatoprotective claims. If the positive control does not exhibit the expected pathology, then the therapeutic or ameliorative effects observed in the treatment groups cannot be validly assessed. This discrepancy, whether an error in the image, the legend, or the experimental outcome, must be rectified.

2. Counter-intuitive biochemical findings (ALT Levels)
The data presented in Table 5.0 reveals a paradoxical finding regarding Alanine Transaminase (ALT) levels. Specifically, the infected, untreated control group (Group B) exhibits significantly lower ALT levels (16.00 IU/L) than the uninfected normal control group (Group A; 49.67 IU/L). The authors attribute this observation to "hepatic exhaustion". While this is a plausible hypothesis, such a counter-intuitive result requires more robust substantiation from the scientific literature. As it stands, the explanation is speculative and weakens the interpretation of the biochemical data.


	1. Thank you for this important observation. Upon review, we agree that the legend for Plate 2.0 did not fully align with the textual description. The slide for Group B showed lymphocytic infiltration and sinusoidal congestion, not entirely preserved histology as the original legend implied. We have revised the figure legend and updated the abstract and discussion to reflect these mild but notable changes, which indicate early hepatic immune activation rather than overt hepatocellular degeneration. This is consistent with previous reports where Plasmodium berghei infection causes functional hepatic stress with minimal structural damage (Adachi et al., 2004).
2. We sincerely appreciate the reviewer’s observation regarding the unexpected ALT pattern. We have revised the discussion to address this concern with a clearer, evidence-based explanation. Specifically, we acknowledge that hepatocellular injury typically results in elevated ALT. However, in Plasmodium berghei-infected models such as ours, early hepatic dysfunction may occur without classic necrotic damage. Studies have demonstrated that P. berghei can induce hepatocellular stress primarily through functional impairment rather than cytolysis, leading to suppressed ALT release despite liver involvement (Deroost et al., 2014). Our histological data, which revealed only mild hepatic alterations in Group B, supports this explanation. We have also clarified that the relatively elevated ALT in Group A may reflect physiological variability often observed in mice. To enhance clarity, the discussion now integrates these findings and references, and we have avoided speculative terminology like "hepatic exhaustion." We hope this expanded explanation addresses the reviewer’s concern and strengthens the interpretation of the ALT findings.
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