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Tab 1 Apoptosis cell counts in HS and NHS HE ,
Group n Apoptosis cells Xt s 3 (High power field, HPF) ,
HSP 24 L0~ 14.8 6. 64F 4. 43 JHPF .
HSM 24 15.4~ 35.6 25. 62+ 5. 70* ’ ‘ ’
HSR 13 1.0~ 3.6 2. 10t 0. 83* g > >
N HSE 10 13.8~ 36.6 22. 18 8 63* , (P <
N HSL 10 .0~ 3.2 1.80t 0. 7*
0. 01)
HS(P/M /R): hypertrophic scar (proliferation /matu-

rity /regression) NHS(E/L): non-hypertrophic scar
: P<0.01ys HSP

(early/late);*

e ?

(TUNEES 200)
Fig 1 A lot of apoptosis cells of fibroblasts and en-
dothelial cells in HSM ( TUN EDX 200)

22 AMEBEMIEK

-ﬂs@:ﬁﬁ?ﬁw&-

.-l-"‘"'J.q.I.".:- ""'".'"'.‘ E‘.. i A
“‘ .'|'= ?-‘l"'“ﬂ"':‘h |,l| LI -- H'
[ LT ﬁir“'}“"' A 'IJ

b :'I|; :”?.Hfi“‘ J:J LR T N el il - lF!"l [ "l
¥

Lk |‘ d HJI |lﬁ' I -'. F‘I:l

1 1" -.,,tj“" 1:'-! I':I‘T':ﬂ “_._ LI Foan e
L]

- b1y LI | '
1

, (RER)
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Fig 2 Myofibroblast which show serrated nuclear,
puckered membrane and a lot of RER in cy-
toplasm in HS ( TEMX 4000)

r=—0.814, p<0.01
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Tab2 The fibroblast densities in HS. NHS and NS

Group  n HPFs Ebroblast counts ts

HSP 24 72 1%~ 360 289. 45F 40. 53

HSM 24 72 179~ 316 217.75F 30. 15*
NHSE 10 30 131~ 210 154. 30k 24, 43*##
HSR 13 39 31~ 118 68. 235 24, 447 ##LD
NHSL 10 30 28~ 68 42.20F 11 25+ ##20
NS 8 24 25~ 51 41.25F 8 83*##

HS(P/M /R): hypertrophic scar (proliferation /matu-
rity /regression); NHS(E/L): non-hypertrophic scar
(early/late): NS(normal scar) ** : P< 0 01vs HSP,
## : P <0.01 vs HSM;A: P < Q 01vs NHSE

S

(S-P< 200)
Fig 3 A lot of fibroblasts and smooth muscle cells

a—SM actin

showed strong positive expression with «—SM
actin in HSP (S-X 200)
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Relationship between apoptosis of myofibroblasts and regression of hy-

pertrophic scar
Wang Qin, Wu Zonyao (Department of Rehabilitation Medicine, Southwest Hospital, Third Military Medical University,

Chongqing, 400038)

Abstract Objectve: To study the relationship betw een the regression of hypertrophic scarand the apop—
tosis of myofibroblasts. Methods: The counts of apoptotic cells and the expression of @ -SM —actin were deter—
mined in 61 cases of hypertrophic scar, 20 cases of non-hypertrophic scar and 8 cases of normal skin with
TUNEL technique, immunohistoch emistry and electron microscopy. Results: @ —SM-actin was expressed in
the fibroblasts of hypertrophic scars and apoptosis was present in hypertrophic scars. The decrease of fibrob—
lasts during the regresson of hypertrophic scars may be due to myofibroblastic apoptosis. Conclusion: Our
data suggest that apoptosis might be the main cause to result in the decrease of fibroblasts in the regression of
hypertrophic scars. Enhancement of myofibroblastic apoptosis might be a new method to treat hypertrophic
scar.
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