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Figure 2. In vivo isometric dorsiflexion torque measurements during electrical stimulation of the peroneal
nerve before and after LCP in male Pax7CreER+/-TdTomato+/- mice. A-B) Comparison of maximal torque
obtained in Air and CS groups in uninjured legs (A) and in LCP-subjected legs (B); C) Maximal torque obtained in
LCP-subjected leg normalized by the torque obtained in uninjured legs at the same days. Right next to each
figure are the results from a two-way ANOVA. Data are presented as mean + SD.

Figure 5. EDL muscle ex vivo isometric force in male Pax7CreER+/-TdTomato+/+ mice exposed to Air (black Figure 7. Formation of new myofibers and myofibers with satellite cells incorporated in TA muscles after 14 days of
symbols) or CS (red symbols). Force was measured after 7 days (A-C) or 14 days (D-F) of recovery from lengthening recovery from lengthening contractions in Air and CS exposed male mice. A) Representative immunohistochemistry

contractions. Below each figure are the results from a two-way ANOVA, and above the bars are the post-hoc Bonferroni image of TA muscles from LCP-subjected legs; B) Percentage of TdTomato expressing muscle fibers (TdT+ myofibers).
tests that achieved statistical significance. Data are presented as mean + SD.. P<0.05, Student’'s two-tailed T-test. C) Distribution of TdT+ myofibers at various cross-sectional areas between the

exposure groups. Data are presented as mean + SD..
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- Data from wild-type mice indicates that CS exposure may transiently protect against non-damaging mechanisms of force decay induced by

eccentric exercise. However, CS exposure did not protect against or enhance the prolonged decay in muscle force or the appearance of |nogueira@sdsu_edu
damaged myofibers induced by lengthening contractions. The data suggest that two months of cigarette smoke exposure does not

accelerate post-exercise injury.
- Data from Pax7CreER+/-TdTomato+/- mice indicates that CS exposure only delays the initial recovery of muscle force (7 days) but not late SDSU

recovery (14 days).
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Future directions: It is unclear whether longer periods of CS exposure, which are known to cause permanent lung damage, would interfere
with muscle injury during eccentric exercise. In addition, since LCP produced a low grade of damage, it is not known whether the isolated
myofibers damaged by LCP would have their contractile function differentially affected by CS exposure.



mailto:lnogueira@sdsu.edu
mailto:dtran4128@sdsu.edu

