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Research of Low Field Intensity Joint MR Scan in Rabbit Knee Articular
Cartilage Defect Repair

ZENG Xu-wen', LIANG Zhi-ping', CHEN Hong-hui**, ZHONG Min- zhi*, CHEN Song’
(1. Department of Radiology, 2. Traumatic Institute, The Fourth Affiliated Hospital, Jinan University Medical college,
Guangzhou 510220, China)

Abstract; [Objective] To research the diagnostic value of low field intensity joint MR in majority New Zealand albino rabbit
knee articular cartilage defect repair. [Method] 40 New Zealand albino rabbit left knee were divided into two group: A group:
cartilage defect were made by operation, but type II collagen were not implant; B group: type II collagen were implant in the
defect. Two group of rabbit left knees were scan in joint MR at 2,6,12, and 18 weeks after operations, histological anatomy were
done after MR scan. [Results] Two group of rabbit knees showed regular dynamic MR appearance, associated with the histological
anatomy, the cartilage defect nature repair process were seen in A group; the packing material maturation process were seen in B
group. 12 weeks after operations, articular cartilage signal were seen in both two groups, articular cartilage signal in B group were
smooth. [Conclusion] Low field intensity joint MR is potential in articular cartilage defect repair evaluation, it maybe a diagnostic
method in articular cartilage defect repair without trauma.
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Fig.1 A Group Rabbit Knee Defect Area GRE T1
Dynamic Appearance at 2,6,12, and 18 weeks

A high signal in defect area at 2 weeks; B: lower signal than
1A in defect area at 6 weeks; C: coarse articular cartilage signal
cover defect area at 12 weeks; D thin articular cartilage signal and

sclerotization cover defect area at 18 weeks.
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Fig.2 B Group Rabbit Knee Type II Collagen Implanted
Area GRE T1 Dynamic Appearance at 2, 6, 12,

_and 18 weeks ‘
A: moderately signal in implanted area at 2 weeks; B: lower
signal than 2A in implanted area at 6 weeks; C: unclear implanted
area border and smooth cartilage signal cover implanted area at 12

weeks; D cartilage signal and sclerotization cover implanted area at

18 weeks.
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Fig.3 Group A and B rabbit knee macroscopic

observation at 12 weeks
A: some hyaline tissue in A group rabbit knee defect area with
poor resilience and coarse surface; B: white or translucent tissue in
B group rabbit knee implanted area with good resilience and smooth

surface.
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Fig.4 Group A and B rabbit knee histological

observation at 12 weeks

A defect area mostly filled by fibrous tissue, little bone and
cartilage tissue were seen in bottom and border, quite different from
normal cartilage tissue. HE x 50; B: new cartilage form in implanted
area surface layer, configuration and distribution were similar to

normal cartilage tissue, tide mark form (arrow). HE x 100
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